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PREFACE 


This  book  is  written  on  lines  similar  to  my  “  Applied  Medicine, 
to  which  it  forms  a  companion  volume.  In  addition  to  the  section 
dealing  with  the  Descriptive  Cases  and  the  accounts  of  clinical  ward 
teaching  related  in  the  Question  and  Answer  series,  I  have  included 
a  new  feature.  Part  II  is  devoted  to  a  consideration  of  two  subjects, 
“  The  Trials  of  the  Tuberculous  ”  and  “  Resuscitation  in  Congestive 
Heart  Failure,”  both  being  illustrated  by  a  group  of  cases. 

In  this  section  I  have  endeavoured  to  show  the  reactions  of  the 
patient  to  tuberculosis  and  heart  failure,  and  to  appraise  the  value  of 
the  modern  methods  of  treatment.  The  description  of  pulmonary 
tuberculosis  is  based  on  my  experience  of  over  thirty  years  at  the 
Brompton  Chest  Hospital  and  on  my  private  practice.  Particular 
attention  has  been  paid  to  the  mental  reactions  of  the  patient  at  various 
stages  of  the  disease — on  first  realizing  that  he  is  a  victim  of  tuberculosis, 
during  treatment,  and  on  return  to  work. 

It  is  always  difficult  to  discover  what  the  patient  is  really  feeling 
about  his  illness,  his  nurses  and  his  doctors. 


“  There’s  no  art 

To  find  the  mind’s  construction  in  the  face.” 

\ 

The  patients  have  generally  been  interested  in  my  enquiries  and 
have  tried  to  give  me  a  clear  account  of  their  reactions  during  their 
long  illnesses.  These  descriptions  are  in  the  patient’s  own  words. 

In  many  of  the  cases  described  in  Parts  I  and  III  emphasis  has  been 
laid  on  the  processes  involved  in  establishing  the  diagnosis,  and  on 
the  appropriate  treatment.  Diagnosis  is  a  fascinating  intellectual 
exercise  which  is  dependent  on  one’s  own  skill,  and  a  great  thrill  may 
be  obtained  by  making  a  correct  diagnosis  in  a  difficult  case. 

The  title  chosen  for  this  book  stresses  the  importance  of  the  clinical 
aspects  in  the  examination  of  patients.  There  is  a  tendency  at  the 
present  time  for  the  emphasis  in  the  practice  of  medicine  to  shift  from 
the  clinician  to  the  technician,  a  tendency  which,  I  think,  is  to  be  de- 

fh°rea  •  fIntvestl§atlons  by  laboratory  and  X-ray  examinations  are  of 
e  greatest  importance,  but  they  should  always  be  ancillary  to  the 
clinical  examination  and  carried  out  for  a  definite  purpose. 

rpnH-nCeia§am  1  am  indebted  t0  my  friend,  Mr.  Archer  Ryland  for 
and  • arge  sectlf»ns  of  the  book,  and  for  his  valuable  suggestions 
n  lcisms.  I  have  also  much  pleasure  in  thanking  Dr.  A.  A  G 
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Lewis  for  Fig.  16,  Dr.  W.  Worms  for  Fig.  18,  Mr.  C.  J.  B.  Murray 
and  Miss  E.  D.  Hewland  for  the  diagram,  Fig.  19,  Dr.  A.  Thackray 
for  the  microphotograph  of  the  kidney,  Fig.  38,  Dr.  M.  D.  Culver 
Evans  and  Miss  E.  D.  Hewland  for  Fig.  51,  Dr.  C.  Markus  for  the 
diagrammatic  map  of  the  Frisches  HafT,  Fig.  60,  and  Dr.  A.  M.  Jellifife 
for  Fig.  67,  illustrating  the  right  aortic  arch  and  aberrant  left  subclavian 
artery. 

I  am  very  grateful  to  my  wife  for  her  advice  on  doubtful  points. 
My  secretary.  Miss  E.  G.  Smyth,  has  prepared  the  manuscript  for  the 
printer  with  her  customary  care  and  skill,  and  has  made  many  very 
helpful  suggestions  in  the  choice  of  material.  I  am  very  grateful  to 
Mr.  T.  J.  Shields  for  the  index,  which  forms  such  an  important  part 
of  the  book.  Finally  Messrs.  J.  &  A.  Churchill  Ltd.  have  earned 
my  thanks  once  more  by  their  assistance  and  advice  on  many  occasions, 
and  I  am  much  indebted  to  Mr.  J.  Rivers  for  the  readiness  with  which 
he  has  placed  his  great  experience  at  my  disposal  in  the  preparation 
of  this  volume. 

G.  E.  Beaumont. 
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Part  I 

DESCRIPTIVE  CASES 

The  fu  st  adch  esses  of  a  physician  to  his  patient  should  be  gracious, 
gav,  and  pleasing;  never  did  any  ill-looking  morose  physician  do  anything 

to  purpose 

Of  Diversion 


Beaumont’s  b.  m. 
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HOW  I  ENTERED  BASINGSTOKE  ON  A  MILK  TANKER 


“  So,  well  go  no  more  a-roving 
So  late  into  the  night 

Early  in  the  summer  of  1947  I  was  asked  by  a  chest  specialist  in 
London  if  I  would  go  with  him  to  see  a  patient  in  the  West  of  England, 
in  consultation  with  his  general  practitioner. 

The  case  was  urgent,  necessitating  our  setting  forth  the  same  even¬ 
ing,  and,  as  we  should  not  reach  home  until  the  early  hours  of  the 
morning,  we  decided  to  travel  in  comfort  in  a  large  hired  car.  Although 
we  each  possessed  a  smaller  car  of  the  same  make,  we  were  chauffeur- 
less,  and  so  we  planned  to  sleep  in  the  hired  car  on  the  way  home. 

Leaving  London  at  5.45  in  the  evening,  we  dined  on  the  way,  and 
arrived  at  our  destination  three  and  a  half  hours  later,  having  covered 
the  115  miles  at  an  average  speed  of  thirty-eight  miles  per  hour.  On  the 
way  down  my  friend  gave  me  some  details  of  the  patient’s  history.  He 
\vas  a young  man,  and  indeed  this  was  his  twenty-sixth  birthday.  Twice 
he  had  suffered  from  bronchopneumonia,  and  at  the  age  of  fo  urteen  he  had 
been  examined  by  a  chest  specialist,  when  no  signs  of  tuberculosis  were 
found.  In  the  spring  of  this  year  the  patient  was  examined  by  another 
chest  specialist,  and  was  again  given  a  clean  bill  of  health.  The  reason 
for  this  examination  was  that  his  father  was  a  sufferer  from  chronic 
~ry  tuberculosis  and  was  leading  now  a  semi-invalid  life,  and 
ther,  our  patient  was  due  to  be  married  in  two  weeks’  time 

heen  v?  ^  "  °Ur  visit  the  young  ™n,  who  had  previously 

lasskudey  T  °uf  the  Services’  ™ticed  a  feeling  of  extreme 

104  p  and  th  r  S  atCr  hlS  temPerature  suddenly  rose  to  103°  and 

was  brought  up  on  one  o crasi™  u  Y  ™a  amount  of  sputum 

tubercle  bacilli  on  direct  ^  ‘°  3  feW 

pyrexia,trangeingtfrom',|02°SFhbitth1*,eratU^e  Chart  Sh°Wed  a  continuous 
For  the’  lasf  two  d^s, ^however  l°  the  Gening, 

remittent  type,  dropping  to  99°  F  in  th  pendure  had  changed  to  a 

101°  F.  in  the  evening  Durl^h i  t  “g  and  risin§  to  about 
first  with  sulphonamides  and  lafer  with  nenirffF  3tK  0t  ^  been  treated 

result.  th  Penicilhn,  but  with  no  beneficial 

It  was  still  light  when  we  arrived  „  j  • 

^use,  situated  in  extensive  and  ££% 
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met  by  the  general  practitioner  and  at  once  went  upstairs  to  see  the 
patient.  He  was  a  big  man,  over  six  feet  in  height,  well  developed,  but 
had  been  rapidly  losing  weight  during  the  past  few  weeks.  I  found  him 
lying  in  bed,  a  hectic  flush  on  his  cheek,  lank  moist  hair,  a  sweat  upon 
his  brow,  and  eyes  staring  brightly.  As  1  looked  at  him  there  passed 
through  my  mind  Sir  Thomas  Browne’s  words  on  a  similar  occasion, 
and  it  seemed  that  “  he  was  not  like  to  behold  a  Grashopper,  much 
less  to  pluck  another  Fig.” 

The  physical  signs  in  the  chest  were  clearly  defined,  dullness  over 
the  upper  half  of  the  right  lung,  with  weak  breath  sounds  and  numerous 
rales.  At  the  apex  of  the  lung  behind  there  was  a  small  area  of  bronchial 
breathing,  with  bubbling  rales  and  whispering  pectoriloquy.  I  con¬ 
cluded  that  caseation  was  taking  place  at  this  spot,  and  that  this 
accounted  for  the  change  in  the  temperature  chart,  from  the  continuous 
to  the  remittent  type.  There  could  be  no  doubt  that  he  was  suffering 
from  what  used  to  be  called  “  galloping  consumption,”  with  its  dread 


prognosis. 

We  now  returned  to  the  drawing-room  for  the  consultation  where 
we  found  assembled  the  patient’s  father,  subdued  and  quiet,  the  mother, 
domineering  and  talkative,  and  the  fiancee,  a  much  interested  spectator. 
We  discussed  the  advisability  of  administering  streptomycin,  which  was 
at  that  time  undergoing  clinical  trials  in  England,  and  was  not  yet 
available  for  general  use.  I  had  tried  it  on  some  chronic  cases  of 
pulmonary  tuberculosis  in  hospital  without  any  striking  effects,  but  it 
was  said  to  produce  its  most  beneficial  results  in  the  acute  type  ol 
disease,  such  as  we  were  now  dealing  with.  The  family  had  alrea  y 
obtained  a  supply  of  streptomycin,  but  had  hesitated  to  use  it  for  fear 
of  some  harmful  effect.  I  had  no  hesitation,  however,  in  advising  that 
the  streptomycin  should  be  used  in  this  case,  as  it  was  clear  that  the 
disease  was  making  rapid  progress  and  that  the  chance  of  recovery  was 

^wTwenf^ow  offered  light  refreshments  with  champagne,  and, 
before  leaving,  our  hosts  insisted  that  we  should  see  the  grounds  in  the 
glory  of  the  fading  evening  light.  The  lilac  and  the  rhodo demons  were 
particularly  beautiful,  faintly  gleaming  against  the  dark  backgrour 

the[Sforhome  at  10.30  p.m.  we  settled  down  for  a  quick  run 
back  and  ! peaceful  sleep.  After  covering  about  twenty  miles  I  not  ced 
the  engine  was  misfiring  from  time  to  time,  and 

^dt  bareThThereU  waUsr  S  SX'SS  of  changing  a  wheel, 

then  kepfstopphig  and'st'arting,  onlfy  being  aWe'to  crawd  up  Utesfightest 
Incline!  and  eventually  we  stopped  altogether.  It  was  clear  that  the 


HOW  I  ENTERED  BASINGSTOKE  ON  A  MILK  TANKER  5 


trouble  was  due  to  a  fault  in  the  petrol  supply,  probably  due  to  air 
emboli.  Having  had  exactly  similar  trouble  in  my  car  a  few  weeks 
before  I  knew  it  was  due  to  a  fault  in  the  autovac,  but  the  chauffeur 
did  not  appear  to  think  very  highly  of  my  diagnostic  powers.  Eventu¬ 
ally  he  borrowed  a  spanner  from  a  passing  lorry,  disconnected  the 
petrol  pipe  from  the  carburetter,  and,  by  letting  the  petrol  run  through, 
cleared  away  the  bubbles  of  air.  We  started  again  but  soon  the  trouble 
recurred,  and  eventually,  seven  miles  from  Basingstoke,  the  car  stopped 
finally,  refusing  all  the  chauffeur’s  blandishments,  and  we  were  stranded 
by  the  roadside.  So  much  for  our  luxurious  drive  home!  However,  it 
was  a  lovely  summer  night,  very  warm,  with  the  inconstant  moon  still 
shining  brightly  overhead.  We  sat  by  the  roadside  hoping  for  a  car  to 
come.  Soon  we  heard  a  rumble  in  the  distance,  and  round  the  bend  a 
milk  tanker  appeared,  travelling  slowly  towards  us.  It  was  not  one  of 
the  modern  type,  with  large  resilient  pneumatic  tyres,  but  old-fashioned, 
with  solid  wheels.  We  hailed  it,  and  the  driver  said  he  would  take  us 
to  Basingstoke,  which  was  the  end  of  his  journey;  so  climbing  into  the 
wooden  cab,  we  sat  cramped  together.  Jolting  along  we  arrived  in  the 
centre  of  Basingstoke  at  1.15  a.m.  The  town  appeared  completely 
deserted,  and  the  driver  advised  us  to  walk  to  the  station,  a  mile  away, 
and  see  if  there  was  a  night  train  back  to  London. 


My  friend  was  a  very  nice  fellow,  but  from  my  point  of  view  he 
had  one  great  disadvantage.  He  possessed  very  long  legs,  and  mine 
are  short.  Further,  he  seemed  in  a  great  hurry  to  reach  that  station, 

and  so  I  had  to  trot  along  by  his  side  carrying  a  heavy  bag  and  a  light 
overcoat. 

On  arriving  at  the  station  we  found  that  a  slow  train  to  London 
was  expected  at  2.18  a.m.  This  did  not  suit  my  friend,  but  I  felt  too 
exhausted  to  make  any  further  efforts  and  said  I  would  rest  there, 
ack  to  the  centre  of  Basingstoke  hurried  my  friend,  to  call  at  the 

,sta‘lon  ask  if  they  =ould  help  us  to  get  a  car  home.  In 
about  ha  fan  hour  he  returned  and  said  the  police  had  ordered  a  car 

wofiT  a  Stn'°n  ‘°  Pick  US  up'  Two  °’clock  came  and  no  car 
wo-fifteen  and  still  no  car.  We  decided  now  that  we  must  not  miss  the 

tram,  so  went  across  the  bridge  to  the  up  platform.  At  2  18  we  were 

there  waitmg  for  the  train-no  train  was  in  sight,  so  back  o,"« 

1  my  fnend  to  see  if  the  car  had  arrived.  It  was  there  and  just  as 

car  TheCdme  111  W3S  fetChed  back>  °Ver  the  brid£e  and  down  to  the 
hairaLhinHnVerVa  y0Ung  man’  appeared  ha,f  asleeP.  with  lous  ed 

Ihe  subsequent  course  of  the  case  was  interest; „„  c.  . 
was  given  and  the  patient's  temperature  fell  to  normfl  in  ^o  weeks" 
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Two  further  sputum  tests  were  made  in  London.  The  first  showed  no 
tubercle  bacilli;  in  the  film  from  the  second  specimen  one  tubercle 
bacillus  was  found.  The  streptomycin  was  probably  discontinued  too 
soon,  for  about  six  weeks  later  the  temperature  recurred  and  the  patient 
was  moved  to  a  nursing  home  in  London.  The  sputum  now  contained 
many  tubercle  bacilli  and  the  X-ray  showed  a  cavity  in  the  right  upper 
lobe,  where  the  signs  of  caseation  had  previously  been  noted.  An 
artificial  pneumothorax  was  established,  a  good  collapse  obtained,  the 
disease  was  completely  controlled,  and  six  months  later  the  patient  left 
this  country  to  complete  his  treatment  in  Switzerland. 


PAIN  IN  THE  HIP 


“  And  hov' ring  death  prepared  the  blow." 

On  the  Death  of  Mr.  Robert  Levet 


Early  one  October  I  was  asked  to  see  a  patient  who  had  been 
admitted  to  hospital  on  account  of  pain  in  the  region  of  the  left  hip. 
Mr.  A.  was  a  married  man,  forty-nine  years  of  age,  engaged  in  com¬ 
merce,  who  had  previously  enjoyed  good  health,  except  for  an  attack 
of  left-sided  renal  colic  two  years  ago.  About  a  year  later,  in  the 
summer,  he  began  to  feel  tired  towards  the  end  of  the  day,  and  gradu¬ 
ally  lost  about  one  stone  in  weight.  Three  months  before  I  saw  him, 
the  patient  consulted  his  general  practitioner  on  account  of  swellings 
on  the  point  of  each  elbow,  when  a  diagnosis  was  made  of  “  painless 
bursitis.  A  month  later  what  seemed  to  be  the  first  symptom  of  his 
present  illness  was  noticed,  a  slight  pain  in  the  left  knee  which  made  him 
limp.  The  left  leg  felt  weak  after  walking,  and  there  was  pain  in  the 
knee  on  getting  in  and  out  of  a  car.  He  now  went  away  for  a  holiday 
but  still  continued  to  limp,  although  able  to  swim  quite  normally.  On 
returning  home  in  the  middle  ol  August  he  woke  one  morning  with 
severe  pain  in  the  front  of  the  left  thigh,  and  slight  pain  extending  down 
the  left  shin.  The  pain  continued  relentlessly,  being  worse  at  night 
and  preventing  sleep,  as  is  so  often  the  case  with  neuritis.  Some  relief 
was  obtained  by  sitting  with  the  left  leg  crossed  over  the  right,  and 

about  this  time  a  slight  wasting  of  the  muscles  of  the  left  thigh  was 
first  noticed. 


His  doctor  now  decided  to  seek  further  advice,  and  first  arranged 
for  an  X-ray  examination  of  the  left  hip  and  knee.  The  knee  was  said 
to  be  radiologically  normal,  the  hip  showed  early  osfeo-arthritic 
changes,  but  no  other  evidence  of  bone  disease  (see  Fig  1)  The  first 
ol  the  long  line  of  consultants  who  were  to  become  interested  in  this 
case  was  now  called  in,  and,  as  a  result,  a  course  of  physiotherapy  was 
given,  but  unfortunately  without  relief.  The  treatment  aDDeared  in 

”-ritiC  PT  The  genera,  practit.oneTnextsought  t^ 

P  on  ol  a  physician  who  advised  admitting  the  patient  to  hosnital 

neurlirif  wa  Here  he  was  cammed  by  C, 

febr  le  fh?;,  "°W  f°Und  for  the  first  that  the  patient  was 

reorile,  the  temperature  usually  being  QQ-?°  f  in  •  , 

99-8°-I00°  F.  in  the  evening  The  results  o7  £  ,  "“T6’  and 

X-ray  of  chest-  Normal  v  ,  e/esults  °f  the  tests  were  as  follows: 

kyphosis  in  the  upper  thomdc  remon" w'll^n'^ 3  m°derate deSree °f 

of  Th.  5.  Intravenous  pyelogrmn Smd  onac!  associated  wedging 

tiogram.  bmall  opacity  present  in  left  renal 
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area,  below  the  tip  ol  the  twelfth  rib.  It  is  present  in  all  films  and  is 
not  like  a  calculus  or  renal  abnormality.  Minor  dilatation  of  left 
renal  pelvis.  ?  non-specific  pyelo-nephritis.  Barium  enema:  Normal. 
Blood  culture:  Sterile.  Blood  Wassermann  and  Kahn  reactions:  Nega¬ 
tive.  Urine:  Acid.  No  albumin.  No  sugar.  Deposit,  calcium 
oxalate  crystals,  no  casts  or  organisms.  Blood  count:  Red  cells  4-6 
millions  per  c.mm.,Hb.  84 percent,  C.I.  0-9,  white  cells  10,600  per  c.mm., 


Fig.  1.  First  X-ray  of  left  hip. 

polymorphs.  77  per  cent,  lymphocytes  16  per  cent,  monocytes  5  per  cent 
eosinophils  2  per  cent.  Sedimentation  rate  of  red  cells.  94  mm./l  . 
( Westergren).  Alkaline  phosphatase  45  units  (King-Armstrong)/ 100  c.c. 
Acid  phosphatase:  Normal.  Plasma  proteins:  7-5  G„  albumin  3^7  O 
globulin  2-9  G„  fibrinogen  0-9  G.  per  cent.  Cerehro-sptnal  flute A  Clear. 
Pressure  normal.  Protein  65  mg./lOO  c.c.  Globulin  +.  Ce 4 -lym 
phocytes  per  c.mm.  No  bacteria.  Liver  function  tests:  Thymo I  turbid  y 

?  unit.  Colloidal  gold  +  1  unit.  Serum  bilirubin  0-4  mg,  100  c.c 

The  most  striking  results  of  these  investigations  were  the  hig 
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sedimentation  rate  of  the  red  cells,  and  the  high  alkaline  phosphatase 
content  of  the  blood.  The  oxaluria  offered  a  cause  for  the  previous 
attack  of  renal  colic. 

The  second  neurologist  reported  that  he  found  2  in.  wasting  of  the 
left  quadriceps  muscle.  Voluntary  hip  flexion  was  limited  by  pain. 
The  knee-jerks  and  ankle-jerks  were  present,  and  the  plantar  responses 
were  flexor.  Rectal  examination  showed  no  abnormality.  He 
added,  “  I  should  diagnose  the  condition  as  one  of  prolapse  of  the 
L.3-4  intervertebral  disc,  were  it  not  for  the  general  ill-health,  loss  of 
weight  and  high  sedimentation  rate.  These  strongly  suggest  malignant 
disease,  and  the  patient  may  well  have  a  metastasis.  No  further 
investigations  except  a  myelogram  are  indicated.” 

The  patient  was  now  moved  to  another  hospital  where  I  first  saw 
him  early  in  October.  Some  further  investigations  had  been  carried 
out.  Dental  radiogram:  A  large  abscess  was  shown  in  the  lower  jaw 
on  the  left  side  at  the  roots  of  5  and  6  teeth.  Myelogram:  Cerebro¬ 
spinal  fluid  pressure  110  mm.  Free  rise  and  fall.  Protein  35  mg./lOO 
c.c.  No  excess  of  globulin  by  Pandy  test.  No  evidence  of  cord  tumour 
or  ot  prolapsed  disc.  Urine  amino  acids:  120  mg./lOO  c.c.  (normal). 
X-rays  of  skeleton:  A  fresh  series  was  taken  which  showed  no  abnorma¬ 
lity  in  the  ribs,  vertebrae,  pelvis  or  hips.  X-ray  of  sinuses:  Polypi  in 
oor  of  left  and  right  antra.  Frontal  and  ethmoidal  sinuses  normal. 
Alkaline  phosphatase:  27-1  King-Armstrong  units  per  100  c.c. 

A  week  later  the  alkaline  phosphatase  had  risen  further  to  50  units 

per  c.c.  he  sedimentation  rate  of  the  red  cells  was  also  higher  120 
mm.  at  one  hour  (Westergren). 

I  first  saw  the  patient,  as  I  said  before,  in  the  beginning  of  October 

anath?  Heh  H,  lneSS  ^  characteristics  were  lisflessness  and 
;hP:l'hy-  He  hardly  ever  spoke,  except  in  answer  to  a  question  and 
then  only  very  briefly.  He  lay  in  bed  taking  little  interest  in  his  sur 
roundings  neither  reading  nor  listening  to  the  wireless,  and  seldom 
a  king  to  his  visitors.  In  the  early  stages  he  did  not  look  ill  his  com 
plexion  being  pink  and  body  well  nourished.  ’ 

His  wife  was  small,  alert  and  naturally  verv  anxious 

«£=  iKnr  'z 

create  the  impression  that  she’  |.„  r  aiUa80nize  him  and  to 

suffered  in  this  respecH  ^  COniidence-  But  we  have  all 
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and  expressed  the  opinion  that  if  the  pain  and  wasting  of  the  leg  were 
due  to  a  bony  lesion,  the  eighth  thoracic  vertebra  would  be  the  one 
affected;  if,  however,  the  lesion  were  in  the  cord  it  would  be  located 
in  the  cauda  equina. 

The  general  practitioner  was  short,  rotund,  pink-faced,  and  middle- 
aged.  He  believed  in  calling  in  as  many  specialists  as  the  relatives 
desired,  without  necessarily  informing  the  physician  who  was  in  charge 
of  the  patient  in  hospital.  In  discussing  the  case  with  me  he  frequently 
referred  to  the  results  of  the  pathological  investigations,  and  appeared 
not  to  appreciate  the  difference  between  the  alkali  reserve  and  the 
alkaline  phosphatase.  He  would  say  to  me  “  Why  is  the  alkali  reserve 
so  high  ?  ”  and  I  would  reply  “  the  alkaline  phosphatase.” 

I  suggested  that  possibly  the  condition  was  one  of  polyarteritis 
nodosa,  in  which  disease  neuritis  multiplex  may  occur.  If  that  were  so 
the  nerve  lesion  at  the  present  time  would  be  a  mono-neuritis.  Alterna¬ 
tively  I  proposed  that  the  patient  was  suffering  from  radiculitis,  not 
due  to  a  vertebral  or  meningeal  lesion.  The  difficulty  was  to  explain 
the  general  ill-health  of  the  patient,  the  fever,  the  high  red  cell  sedi¬ 
mentation  rate  and  the  raised  serum  alkaline  phosphatase  content.  The 
ill-health,  fever,  sedimentation  rate  and  the  neuritis  might  perhaps  be 
due  to  the  large  root  abscess  in  the  lower  jaw,  but  this  would  not  account 
for  the  high  alkaline  phosphatase  figure. 


My  advice  was  that  the  two  affected  teeth  should  be  removed 
under  penicillin  cover,  and  this  was  done  a  day  or  so  later.  I  also 
asked  for  further  investigations  to  try  and  discover  the  cause  ot  the 
alkaline  phosphatase  reading.  I  made  a  list  of  the  conditions  associated 
with  a  high  alkaline  phosphatase liver  disorders,  especially  obstructive 
jaundice  and  carcinoma  of  the  liver,  some  varieties  of  cirrhosis,  Paget’s 
disease,  rickets,  hyperparathyroidism,  osteomalacia,  idiopathic 
steatorrhoea,  osteogenic  sarcoma,  carcinoma  of  bone,  and  renal  tubular 
acidosis.  I  asked,  therefore,  for  the  serum  calcium  content,  the  test  for 
Bence  Jones  protein  in  the  urine,  the  determination  ot  the  fat  conten 
of  the  faeces,  the  estimation  of  the  alkali  reserve  and  the  serum  phosphate 


and  potassium. 

Serum  calcium:  10-6  mg./lOOc.c. 


I—*  n  / _ i  ^  A  P//7CM1/7  nhnsnhntP  * 


Urine:  No  Bence  Jones  protein. 
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the  liver  function  tests  were  normal.  The  X-ray  examination  of  the 
bones  appeared  to  exclude  Paget’s  disease,  rickets,  sarcoma,  carcinoma, 
osteomalacia  and  hyperparathyroidism.  The  normal  serum  calcium 
content  was  also  opposed  to  a  diagnosis  of  hyperparathyroidism.  The 
normal  fat  content  of  the  faeces  excluded  idiopathic  steatorrhoea,  and, 
finally,  the  normal  alkali  reserve,  serum  phosphate  and  potassium 
rendered  a  diagnosis  of  renal  tubular  acidosis  highly  improbable. 

After  the  removal  of  the  two  affected  teeth  there  was  no  improve¬ 
ment  in  the  patient’s  condition,  no  fall  in  temperature,  and  no  lowering 
of  the  red  cell  sedimentation  rate.  A  streptococcus  viridans  was  grown 
from  the  dental  root  abscess.  Further  careful  examination  of  the 
muscles  and  subcutaneous  tissues  failed  to  reveal  any  nodules  suggestive 
of  polyarteritis  nodosa.  The  high  sedimentation  rate  and  alkaline 
phosphatase  figure,  together  with  the  slow  but  steady  deterioration  of 
the  patient's  general  condition  and  the  increasing  weakness  and  wasting 
of  the  left  leg,  all  suggested  malignant  disease,  but  where  was  it  situated  ? 


A  week  later,  at  the  wife’s  request,  another  consulting  physician 
was  called  in.  The  sedimentation  rate  of  the  red  cells  was  now  125 
mm.  at  one  hour  (Westergren).  The  temperature  was  a  little  lower, 
reaching  only  99  F.  in  the  evening,  and  the  patient’s  chief  complaint 
was  weakness  and  loss  of  appetite.  The  pain  in  the  hip  was  less  severe. 
After  his  examination  the  physician  remarked  that  he  was  impressed 
y  the  abdominal  distension,  the  abdomen  appearing  fatter  than  the 
rest  of  the  body  would  warrant.  Although  the  liver  was  not  palpable 
he  expressed  the  opinion  that  it  might  be  enlarged  and  the  seat  of 
cancer.  The  pain  in  the  leg  might  result  from  pressure  of  an  enlarged 
gland  on  the  lumbar  nerves.  He  suggested  that  a  fractional  test  meal 
and  a  barium  meal  examination  should  be  carried  out,  to  see  if  thev 
showed  any  evidence  of  a  primary  growth  in  the  stomach.  These 
tests  were  made,  with  normal  results. 

hllnTh^  Wlff  was  naturalIY  very  depressed  by  this  view,  as  she  had  been 
buoyed  up  by  the  hope  that  the  illness  was  due  to  a  “  germ  ’’  connected 
with  the  abscess  at  the  roots  of  the  teeth.  g  ’  nected 

During  the  following  week  there  was  very  little  chanop  in  tu 
hospital  dinner  There  was  ^  •  ea  and  enJ°y a  four  course 

>- ■*  Sursgrar  pf  V. u* M-  ~ 

aureomycin  was  given  for  a  week  +  an&ed-  During  this  time 

ture  which  varied  between  99” and  IWF^Sh!*  t?*  tempera‘ 

cough,  no  respiratory  syrnDtorm  nn  c  /•  *  n  ght'  There  was  no 

the  end  of  this  week  I  examined  the  h^eating’  ^  n°  Jaundice-  At 

tended  and  difficult  o  examine  bm  agam'  “  was  sti"  d*- 

10  examine  but  on  two  occasions  I  felt  quite 
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definitely  an  enlarged,  firm  and  irregular  liver.  A  mass  was  palpable 
3-4  in.  below  the  right  costal  region  in  the  mid-clavicular  line.  I 
could  not  feel  the  spleen  or  the  kidneys.  I  decided  now  that  a  liver 
puncture  should  be  carried  out,  in  order  to  try  to  prove  or  exclude  the 
presence  of  carcinoma  of  the  liver.  This  was  done,  and  the  physician 
who  performed  the  operation  considered  that  the  high  alkaline  phos¬ 
phatase  and  the  absence  of  jaundice  favoured  the  diagnosis  of  carcinoma 
of  the  liver,  and  that  the  neuropathy  might  be  due  to  a  carcinoma 
toxaemia.  Against  the  view  that  the  pain  was  due  to  a  gland  pressing 
on  the  lumbar  plexus  was  the  probability  that  it  would  have  become 
more  severe,  whereas  it  was  diminishing  in  intensity. 

The  liver  biopsy  showed  no  evidence  of  carcinoma  or  of  cirrhosis, 
but  plasma  cells  were  seen  adjacent  to  the  bile  ducts,  suggesting  the 
possibility  of  myelomatosis,  and  the  physician  who  performed  the 
puncture  advised  that  the  bone  marrow  should  now  be  examined  to 
exclude  this  diagnosis.  When  I  rang  up  the  general  practitioner  to 
tell  him  this,  he  answered,  “  Poor  fellow,  not  this  week-end.” 

Towards  the  end  of  the  month  Mr.  A.  was  examined  again  by  the 
neurologist,  who  now  found  slight  limitation  of  adduction  and  external 
rotation  of  the  left  hip.  There  was  also  slight  weakness  ol  hip  and 
knee  flexion  on  the  right  side.  The  patient  was  looking  more  ill,  the 
face  was  thin  and  sallow  and  had  lost  its  pink  tinge.  The  temperature 
was  also  higher,  100°  to  101°  F.  in  the  evening.  The  neurologist  sug¬ 
gested  the  possibility  of  a  small  primary  growth  in  an  adrenal  or  in  the 
lungs,  with  secondary  deposits  in  the  liver  and  pelvic  glands.  The  un¬ 
certainty  of  the  diagnosis  was  now  becoming  more  and  more  distressing 
to  the  relatives  and  to  the  doctors,  and  we  decided  to  have  a  tresh 
series  of  X-rays  of  the  bones  to  see  if  any  changes  had  taken  place. 
The  skull  appeared  quite  normal,  but  the  report  on  the  X-ray  ol  the 
pelvis  was  as  follows:  “There  is  an  area  of  decalcification  and  bone 
erosion  in  the  lesser  trochanter  of  the  left  femur,  and  of  the  inner  part 
of  the  neck  of  the  femur.  The  appearances  might  be  due  to  a  primary 
sarcoma,  or  to  a  secondary  deposit,  possibly  from  a  hypernephroma. 
The  blood-count  was  also  repeated:  Red  cells  3-4  millions  per  c.mm., 
Hb.  55  per  cent,  C.I.  0-86,  white  cells  12,500  per  c.mm.,  polymorphs. 
71  per  cent,  lymphocytes  20  per  cent,  monocytes  8  per  cent,  eosinophils 

1  POn  looking  back  at  the  X-ray  films  of  the  pyelogram  taken  a  month 
earlier  it  was  seen  that  the  lesser  trochanter  of  the  left  femur  was  v  ry 
slightly  eroded,  although  this  had  not  been  previously  noticed  (see 
p  ?  ,)  Further  the  shadow  of  the  left  kidney  did  not  appear  to  be 
Se  normaf  The  only  possible  site  for  the  primary  growth  therefore 

anneared  to  be  in  the  left  kidney.  , 

‘  PPThe  relatives  were  now  becoming  even  more  restless  and  anxious, 
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and  asked  me,  “  What  is  the  matter  ?  What  treatment  is  being  given  ?  ” 
Three  days  later  the  neurologist,  the  general  practitioner  and  I  met 
again  in  consultation.  Further  X-rays  had  in  the  meantime  been  taken 
of  the  upper  end  of  the  left  femur  with  increased  penetration.  The 
lesser  trochanter  had  now  almost  completely  disappeared  (see  Fig.  2). 
In  addition,  an  area  of  erosion  was  seen  in  the  centre  of  the  acetabulum, 
involving  also  the  head  of  the  femur,  about  the  size  of  a  sixpence. 


Fig.  2.  X-ray  of  left  hipi taken  two  months  after  Fig.  1.  The  lesser  trochanter 
of  the  femur  is  now  almost  completely  eroded. 

Th<T  neurolo?lst  considered  that  there  was  probably  a  large  mass  in 
the  pelvis  pressing  on  the  lumbo-sacral  plexus  for  the  actual  hnnv 
les.on  which  had  been  revealed  in  the  radfograms  could  not  ^ise  thl 
pain  and  wasting.  Only  very  small  glands  could  be  felt  in  the  left 
groin.  The  abdomen  was  still  distended  rather  tense  h  f  L,  I 
and  again  I  felt  the  firm  mass  which  I  centered  to  be  in  th  l.vfr’ 
The  e  was  no  ascites  and  I  could  not  feel  the  left  kidney  We  decided 
call  u,  an  orthopiedic  surgeon  to  see  whether,  from  his  experience  of 
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bone  tumours,  he  could  throw  any  further  light  on  the  case.  When  I 
told  Mrs.  A.  this  she  was  very  distressed,  saying  “  The  X-rays  were 
taken  three  days  ago.  Why  did  you  not  call  in  an  orthopedic  surgeon 
sooner  ?  ’  The  wife  wanted  one  orthopedic  surgeon  to  be  consulted, 
her  brother  suggested  another,  and  l  left  it  to  the  general  practitioner 
to  decide.  It  was  not  until  1 1  p.m.  that  an  orthopedic  surgeon  could 
be  obtained.  When,  however,  he  did  come  he  made  a  very  important 
observation  which  cast  fresh  light  on  the  problem  and  which  suggested 
a  method  ol  establishing  the  diagnosis.  He  considered  that  the  bony 
lesion  was  probably  secondary,  as  there  was  no  evidence  of  new  bone 
formation.  Further,  he  said  there  was  no  X-ray  evidence  of  erosion 
ol  the  acetabulum  or  of  the  head  of  the  femur,  the  appearances  being 
compatible  with  the  normal.  He  noted,  however,  what  had  previously 
been  overlooked,  a  swelling  both  visible  and  palpable,  in  the  left  thigh, 
just  below  Poupart’s  ligament.  We  do  not  know  how  long  it  had  been 
present,  but  probably  not  for  more  than  a  few  days,  as  it  was  not  noted 
when  the  neurologist  made  a  very  careful  examination  about  a  week 
earlier.  The  swelling  measured  3  in.  by  2  in.  It  was  firm,  with  a  smooth 
surface  and  no  pulsation  was  detected.  It  was  presumably  part  of  the 
mass  which  had  eroded  the  lesser  trochanter,  and  the  next  step  was 
clearly  a  biopsy.  I  then  told  Mrs.  A.  that  we  advised  an  operation  to 
remove  a  small  portion  of  the  mass  for  examination  under  the  micro¬ 
scope.  “  To  confirm  the  diagnosis,”  Mrs.  A.  intervened.  “  No,  to 
try  to  determine  it,”  I  replied.  I  was  left  to  explain  to  the  patient  what 
was  happening  and  I  told  him  that  there  was  now  a  swelling  in  the 
thigh,  which  meant  that  things  were  coming  to  a  head  near  the  bad 
hip,  and  by  taking  out  a  piece  of  the  swelling  we  should  be  able  to 
decide  the  cause  of  the  trouble.  I  asked  “  Are  you  willing  to  have  this 
done?”  He  did  not  reply,  but  the  wife  answered  “What  you  say, 
goes.”  My  house  physician’s  comment  on  this  prolonged  series  of 
examinations  was,  “  I  think  the  reason  why  it  has  taken  so  long  to  come 
to  a  diagnosis  is  that  so  many  specialists  have  been  called  in,”  to  which  I 
replied : 

“  And  differing  judgments  serve  but  to  declare 
That  Truth  lies  somewhere,  if  we  know  but  where.” 

The  diagnosis,  however,  was  not  established  by  the  biopsy.  The 
surgeon  explored  the  thigh.  On  incising  the  skin  and  subcutaneous 
tissues,  and  pulling  the  rectus  femoris  muscle  outwards,  a  swelling  was 
seen,  bluish  in  colour,  about  the  size  of  a  squashed-out  tangerine.  On 
incision  it  bled  freely,  the  bleeding  being  arterial.  The  tumour  encircled 
the  neck  of  the  femur.  The  swelling  found  on  clinical  examination  was 
due  to  the  pushing  forwards  of  the  muscle  and  soft  tissues  by  the 
tumour.  The  bleeding  was  so  severe  that  a  transfusion  was  required. 
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The  surgeon  considered  that  the  tumour  might  be  a  vascular  sarcoma, 
and  said  that  these  very  vascular  tumours  undergo  necrosis  and  give 
rise  to  fever.  This  diagnosis  appeared  to  explain  the  whole  clinical 
picture,  the  erosion  of  bone,  the  pressure  on  nerves,  and  the  enlarge¬ 
ment  of  the  liver  due  to  a  secondary  deposit  there. 

The  report  on  the  biopsy  material,  both  of  the  tumour  and  of  a 
portion  of  the  eroded  bone,  which  was  received  the  next  day,  only 
increased  our  confusion.  It  read  as  follows:  “  The  tissue  shows  blood 
clot  and  angeioma.  There  is  no  evidence  of  malignant  growth.  The  bone 
shows  changes  of  decalcification.”  This  was  totally  opposed  to  the 
clinical  findings,  and  it  seemed  unlikely  that  a  simple  angioma  could 
erode  bone. 

I  was  interested  in  the  surgeon  emphasing  the  arterial  nature  of  the 
bleeding,  for  this  is  always  of  sinister  significance. 

You  will  remember  Charles  Brown’s  description  of  how  Keats  was 
severely  chilled  coming  from  London  to  Hampstead  outside  the  stage 
coach  on  the  bitter  night  of  February  3rd,  1820.  He  went  to  bed  and 
“  On  entering  the  cold  sheets,  before  his  head  was  on  the  pillow,  he 
slightly  coughed,  and  I  heard  him  say,  ‘  That  is  blood  from  my  mouth.’ 

I  went  towards  him;  he  was  examining  a  single  drop  of  blood  upon  the 
sheet.  ‘  Bring  me  the  candle,  Brown,  and  let  me  see  this  blood.’  After 
regarding  it  steadfastly  he  looked  up  in  my  face,  with  a  calmness  of 
countenance  that  I  can  never  forget,  and  said, — ‘  I  know  the  colour  of 
that  blood it  is  arterial  blood ; — I  cannot  be  deceived  in  that  colour  ;— 
that  drop  of  blood  is  my  death  warrant; — I  must  die.’  ” 


On  February  23rd,  1821,  Keats  died  after  recurrent  haemorrhages. 
His  last  recorded  words  were  to  his  faithful  friend,  Joseph  Severn,  who 
devotedly  nursed  him  until  the  end,  “  Severn— I— lift  me  up— I  am 

dying  I  shall  die  easy;  don  t  be  frightened — be  firm,  and  thank  God 
it  has  come.” 

But  to  resume,  our  next  step  was  to  call  in  a  radiotherapist  to  see  if 
he  considered  that  deep  X-ray  treatment  should  be  given  to  the  hip. 

he  latest  blood  film  had  shown  the  presence  of  an  occasional  myelo¬ 
cyte,  and  m  view  of  this  and  of  the  finding  of  myelocytes  in  the  liver 
10Psy  the  radiotherapist  urged  that  a  marrow  puncture  should  be 
made  before  commencing  X-ray  treatment.  We  decided  therefore  to 
give  the  patient  a  general  anesthetic  and  perform  an  aortogram  left 
femoral  arteriogram  and  marrow  puncture.  The  bone-marrow  showed 
an  increase  m  the  number  of  plasma  cells,  which  numbered  1 1  per  cent 
as  against  a  normal  reading  of  0-1  per  cent.  This  favoured  a  diagnosis 
mye  omatosis.  In  addition  the  hematologist  found  “  fairly"  large 
clumps  of  unidentified  cells  of  unknown  origin  and  significance  ”  and 
o  the  diagnosis  still  remained  uncertain.  The  aortogmm  revealed  "n 
large  tumour  in  the  lower  pole  of  the  left  kidney,  almost  certain, y  l 
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hypernephroma  (see  Fig.  3).  A  vascular  tumour  was  also  seen 
radiologically  surrounding  the  neck  and  head  of  the  femur  (see  Fig.  4). 
No  vascular  tumour  was  seen  in  the  pelvis.  Another  radiologist 
examined  the  films  and  was  convinced  that  the  condition  was  one  of 
hypernephroma,  as  he  could  see  areas  of  calcification  in  the  enlarged 
kidney  shadow.  The  bone-marrow  film  was  also  shown  to  another 


Fig. 


3  Aortogram.  The  left  renal  shadow  is  enlarged.  A  mass  of  tortuous 
arteries  is  seen  in  the  lower  pole.  Lipiodol  is  present  as  the  result  of  the 
previous  myelogram. 


hematologist  who  reported  “  I  have  no  doubt  that  the  groups  of  cells 
present  in  the  bone-marrow  are  a  secondary  growth.  The  site  ot  the 
primary  I  would  not  venture  to  designate  as  these  cells  are  most  varied 
in  appearance.  I  do  feel,  however,  that  their  distribution  is  such  that 

no  other  diagnosis  can  be  entertained.” 

There  seemed  now  little  doubt  that  at  long  last,  and  by  a  devious 
route  we  had  arrived  at  the  correct  diagnosis,  primary  hypernephroma 
of  the  left  kidney,  with  secondary  involvement  of  the  liver  and  ot  the 
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hip,  and  so  it  was  decided  to  begin  a  course  of  deep  X-ray  treatment  to 
the  hip.  The  patient  was  told  that  the  treatment  was  for  glands  in  the 
groin  and  as  a  friend  of  his  had  been  given  similar  treatment  and  had 
made  a  good  recovery,  he  was  well  satisfied.  The  friend  had  been  a 
patient  of  mine,  and  had  been  treated  for  Hodgkin’s  disease. 

There  was  definite  improvement  after  nine  X-ray  treatments  to  the 
hip.  The  patient  could  now  raise  his  left  leg  while  lying  in  bed,  which 


Fig.  4. 


Artcnogram  A  mass  of  tortuous  arteries  is  shown 
around  the  neck  of  the  femur. 


he  had  not  been  able  to  do  for  some  weeks.  He  was  rather  more 
cheerful,  and  once  I  succeeded  in  making  him  laugh 

wasAalng7d  weetnnd°:ndP!aCe  * 

wards  by  my  house  physician  A  rf  1  °n  V  ,nformed  of  il  after- 

on  the  staff  of  another  hospital.  When  I  asked'the'T3'1^ Wh°  W3S 
what  Mr.  _  thought  ohrmt  tu  ■  *  ^le  general  practitioner 

confused,  and  avoided  the  issue  by  Taying  TuheT^  S°meWhat 
growth  he  has  a  perfect  right  to  si  E  he  tiLs^?  q“ 
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but  mentioned  the  fact  that  l  had  been  asked  to  take  charge  of  the 
patient  while  he  was  in  hospital.  My  house  physician  also  told  me  that 
there  was  now  much  talk  of  taking  the  patient  to  America  for  further 
opinions. 

When  the  course  of  twenty-two  X-ray  treatments  was  completed 
the  patient  looked  considerably  better,  his  eyes  were  clear  and  bright 


Fig  5  X-ray  of  hip.  Calcification  of  lesser  trochanter  and  neck 
of  femur  after  deep  X-ray  treatment. 


and  cheeks  once  more  pink.  There  was  also  complete  relief  from  the 
pain  in  the  hip.  The  temperature,  however,  was  still  raised,  and 
although  there  was  no  apparent  anaemia  the  red  cells  only  numbered 
2-8  millions  per  c.mm.,  with  Hb.  47  per  cent.  I  could  now  for  the  first 
time  feel  an  enlarged  left  kidney.  An  X-ray  film  of  the  hip  showed 
considerable  calcification  in  the  neck  of  the  femur  (see  Fig.  5>- 

Early  in  January  it  was  decided  to  begin  a  course  of  X-ray  treatment 
over  the  left  kidney,  but  after  six  treatments  this  was  abandoned  as  t 
patient  was  becoming  rapidly  weaker  and  more  despondent. 
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On  paying  one  of  my  visits  about  a  week  later  I  was  surprised  to 
find  that  a  consultation  was  taking  place,  again  without  my  knowledge, 
and  this  time  with  a  surgeon.  The  wife  and  the  general  practitioner 
were  there,  and  everyone  was  looking  very  glum  as  the  surgeon  had 
just  announced  his  predatory  intention  to  remove  the  patient’s  left 
kidney.  This  was  particularly  disturbing  as  up  to  now  the  patient  did 
not  know  that  anything  was  wrong  with  his  kidney.  After  leaving  the 
patient’s  room  the  surgeon  remarked  that  before  operating  the  lungs 
must  be  X-rayed  again,  as  secondary  lesions  may  appear  very  rapidly 
there  in  cases  of  hypernephroma.  He  also  added  that  it  was  very  prob¬ 
able  that  he  would  find  the  kidney  inoperable,  or  that  the  liver  was 
involved  with  secondary  deposits,  in  which  case  he  would  “  shut  him 
up  ”  again. 


As  a  mass  had  been  palpable  in  the  liver  for  several  weeks  I  wondered 
whether  there  was  really  any  indication  for  a  laparotomy  or  justification 
for  mentioning  it  to  the  patient  and  relatives.  As  a  matter  of  purely 
academic  discussion  it  might  have  been  admissible.  When  the  others 
had  left,  Mrs.  A.  came  to  me  and  asked  “  Why  did  they  not  say  it  was 
a  gland  they  wanted  to  remove  ?  ”  I  could  not  answer  this  but  went 
back  to  see  the  patient  again.  I  found  him  very  depressed,  and  slowly 
in  short  staccato  sentences,  he  expressed  his  views.  “  I  do  not  want  to 

hre,a"?eratl0n-  1  h°Pe  you  will  tell  the  surgeon  not  to  do  it  Whv 
should  I  have  a  kidney  removed?  1  have  no  pain  and  there  is  nothing 
wrong  with  my  water.  My  leg  has  done  so  well  with  X-ravs  it  if 
wonderful.  Why  do  they  not  go  on  with  X-rays  to  my  stomach  ?  ” 
told  him  I  did  not  think  it  would  be  necessary  to  have  an  operation 

of  second  PPHled’  f0r  the  new  X_ray  film  of  the  chest  showed  shadows' 
of  secondary  deposits  m  both  lungs.  The  shadows  were  like  Hide 

yet  they  indicated  that  the  disease  was 
i  f  ^.^urther  course  of  X-ray  treatment  was,  however  aiven  to 

h””'  ““ 

have  been  cured  ”  A  month  later  the  le',lca  Slx  T1011^  aS°  he  would 
congestion  and  head  fadure  o  '  e,ldcameuw'‘h  signs  of  pulmonary 
able  that  the  *  Seems 

with  the  attack  of  left-sided  renal  colic  to  LrT  yCarS  Previ°usly, 
attention.  If  this  is  so  it  would  be  well  ’to  u  WC  pa'd  50  lit,le 

may  be  the  first  symptom  of  hypernephroma™  ‘  re"a'  COlic 
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In  November  1951  a  man  in  the  late  thirties  went  to  France  for  a 
holiday.  On  the  first  day  of  his  trip,  while  in  the  train  going  from 
Calais  to  Paris,  he  noticed  pains  low  down  in  the  abdomen.  A  change 
in  diet  could  not  be  incriminated,  as  when  the  pains  began  he  had  not 
eaten  any  food  abroad. 

The  pains  continued  intermittently  during  his  holiday,  and,  after 
returning  to  England,  he  consulted  a  doctor  who  told  him  they  were 
due  to  wind.  During  1952  and  1953  the  patient  was  seen  by  various 
general  practitioners  and  specialists,  but  no  relief  was  obtained.  A 
barium  meal  and  barium  enema  examination  in  1952  showed  no 
abnormality,  and  eventually  a  consultant  told  him  the  symptoms  were 
due  to  a  psychosis.  The  general  practitioner  remained  unconvinced  and 
in  December  1953  arranged  for  a  consultation  with  me.  The  doctor 
told  me  that  the  patient’s  condition  was  causing  him  some  anxiety  in 
view  of  the  loss  in  weight  and  anaemia.  A  recent  blood  count  showed 
red  cells  4-8  millions  per  c.mm.,  Hb.58  per  cent,  C.I.  0-6. 

I  examined  Mr.  N.  shortly  afterwards.  He  was  still  complaining 
of  lower  abdominal  pains,  which  occurred  two  or  three  times  a  day, 
and  were  relieved  by  passing  wind  or  by  having  the  bowels  opened. 
He  had  been  constipated  and  found  that  purgatives  intensified  the 
pain,  but  lately  the  bowels  were  opened  two  or  three  times  a  day, 
without  an  aperient.  During  the  last  two  years  he  had  noticed  at  times 
bright  blood  in  the  motions,  the  last  occasion  being  two  months 
previously.  His  appetite  was  poor,  and  he  had  lost  a  stone  m  weight 
during  the  preceding  two  years.  For  a  month  he  had  noticed  an  aching 

pain  in  the  penis  on  passing  urine.  ,. , 

Despite  the  antemia  Mr.  N.’s  complexion  was  pink  and  he  did  not 
look  ill  The  pain  complained  of  was  situated  well  below  the  navel  m 
each  iliac  region  of  the  abdomen.  1  could  feel  nothing  abnormal  in  the 
abdomen  except  that  the  liver  was  just  palpable.  The  heart  lungs,  an 
blood  pressure  were  normal,  the  urine  contained  no  sugar,  but  there 

was  a  trace  of  albumin.  .  „  • . 

On  rectal  examination  I  felt  a  hard  mass  high  up  on  the  leit  : side, 

and  I  wrote  to  the  doctor  saying  I  thought  the  patient  was  suffering 
from  clrdnoma  of  the  sigmoid  and  that  I  was  arranging  for  him  to 
come  into  hospital.  He  was  admitted  early  in  January  1954.  Proc 

S"  hr.  The 

report  on  the  barium  enema  was  as  follows:  “  A  constricting  lesion  i 
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seen  in  the  sigmoid  colon  some  2  in.  in  length.  The  appearance  suggests 
carcinoma  coli  ”  (see  Fig.  6).  An  X-ray  film  of  the  lungs  was  normal, 
and  the  films  of  the  skull  revealed  the  presence  of  an  ivory  osteoma 
in  the  left  parietal  region. 

On  January  14th  an  operation  was  performed.  The  growth  was 
found  to  be  situated  in  the  sigmoid.  A  hemicolectomy  was  carried  out, 
with  end-to-end  anastomosis.  The  pathological  examination  of  the 
portion  of  the  bowel  removed  showed  an  adenocarcinoma  of  average 
grade  of  malignancy,  with  five  lymphatic  metastases  close  to  the  bowel. 


fig.  6.  Barium  enema  showing  constricting  lesion  of  sigmoid  colon. 


bbionheTwr."  3  'arge  S0Mtary  metaslasis  was  fou"d  “  the  right 

and^h^f  Uenl  d|'d,  VeryrW  aftCr  the  °Peration>  and  left  hospital  two 
and  a  half  weeks  later.  In  February  he  returned  for  a  second  oDeration 

to  remove  the  growth  in  the  liver.  This  difficult  and  hazardous  nro 

reseUctedWaThlUm  rfU"ynerf°rmed'  the  right  Iobe  of  the  liver  being 
resected.  I  he  portion  of  liver  removed  weighed  32  n? 

m  the  liver  measured  2  x  32  in  (see  fH  S  g  °W‘h 

r  tor  r  af 1 

film  taken  after  the  operation  showed  an  airTpa^TeL  ffie^ght 
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Fig.  7.  Right  lobe  of  liver  showing  secondary  carcinoma. 


HEPATIC  LOBECTOMY 


23 


diaphragm  in  the  area  formerly  occupied  by  the  right  lobe  of  the  liver 
(see  Fig.  8). 

The  patient  came  back  to  hospital  for  review  early  in  May  1954. 
He  had  made  good  progress  and  gained  over  a  stone  in  weight  since 
the  first  operation. 


A  SOLVED  PROBLEM 


“  It  seems  ...  to  be  one  of  those  simple  cases  which  are  so  extremely 

difficult .” 

The  Boscombe  Valley  Mystery 

At  the  end  of  September  1950  I  was  asked  by  a  neurologist  to  take 
a  patient  into  hospital  to  discover  the  cause  of  his  ill-health.  He  was 
a  man,  seventy  years  of  age,  a  solicitor,  who  had  been  in  hospital  a  few 
weeks  previously,  when  a  provisional  diagnosis  of  temporal  arteritis  or 
of  polyarteritis  nodosa  was  made.  The  neurologist  wrote  to  me,  “  You 
will  see  from  my  notes  that  we  failed  to  appreciate  the  significance  of 
the  raised  E.S.R.  The  patient  has  gone  downhill  remarkably  since  he 
left  hospital.  Such  loss  of  weight  seems  to  rule  out  polyarteritis  nodosa 
and  I  fear  he  has  cancer,  but  where?  I  shall  be  interested  to  hear  your 
solution.” 

This  was  all  I  knew  about  Mr.  P.  when  I  first  saw  him,  as  I  had  not 
yet  read  the  neurologist's  notes,  but  the  case  appeared  to  offer  interesting 
possibilities.  I  sat  comforably  in  an  arm-chair  by  the  bedside  and 
proceeded  to  extract  the  history,  my  house  physician  writing  down  the 
story  and  the  answers  to  my  questions. 

Here  are  the  main  points.  The  patient  had  been  quite  well  until 
about  May  1950,  although  his  partners  told  him  they  had  noticed  he 
had  been  lacking  in  vigour  for  about  a  year.  Six  months  ago  he  went 
to  Italy  for  a  holiday  and  was  perfectly  well  there.  In  the  middle  of 
June  he  drove  his  family  to  Cornwall  for  their  holiday,  a  journey  of 
about  300  miles.  Next  day,  returning  home  by  train,  he  noticed  a 
headache.  I  asked,  “  Are  you  subject  to  headaches  ?  ”  and  he  replied 
that  it  was  a  new  experience.  In  July  he  went  by  train  to  Cornwall  and 
drove  his  family  back.  He  was  now  in  a  “  shocking  state,”  with  a  very 
severe  headache.  The  general  practitioner  who  was  consulted  said  that 
there  must  have  been  a  streptococcal  throat  infection,  followed  by 
sinusitis.  The  pain  extended  from  the  temporal  regions  to  the  occiput. 
The  sensations  were  those  of  a  pressure  in  the  temples,  and  shooting 
pains  at  the  back  of  the  head;  hardly  those  we  are  accustomed  to 
associate  with  cranial  sinusitis.  Inhalations  of  menthol,  however, 
relieved  to  a  certain  extent  the  feeling  of  pressure. 

An  ear  nose  and  throat  specialist  was  now  consulted,  but  he  found 
no  evidence  of  sinusitis.  The  patient  was  then  referred  to  a  neurologist, 
when  a  diagnosis  of  cerebral  arteriosclerosis  was  made,  and  a .daily 
dose  of  Luminal  prescribed.  The  neurologist  told  the  patient  that  he 
was  going  away  for  a  holiday  the  next  day,  and  as  the  patient  related 
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this  he  appeared  very  resentful  that  the  specialist  should  go  away 
leaving  him  feeling  so  ill.  He  seemed  to  think  that  the  neurologist 
should  have  put  off  his  holiday  until  he  knew  whether  or  not  his  treat¬ 
ment  was  successful.  The  only  effect  produced  by  the  Luminal  was  to 
make  him  “  terribly  sleepy.”  The  neurologist,  who  referred  the  patient 
to  me,  was  now  consulted,  and,  on  August  21st,  the  patient  was 
admitted  to  hospital  for  further  investigations,  including  lumbar 
puncture.  His  weight  now  was  9  st.  in  pyjamas,  his  normal  weight 
being  about  9  st.  10  lb.  (stripped).  A  week  later  he  was  discharged 
from  hospital  having  lost  another  pound  in  weight,  feeling  no  better, 
and  with  no  definite  diagnosis  made.  He  was  advised  to  have  a  septic 
tooth  extracted,  and  this  was  done  a  few  days  later.  On  September 
25th  a  further  examination  was  made  by  the  neurologist,  and  by  now 
the  patient  was  very  weak,  still  losing  weight  and  vomiting  several 

times  a  day.  He  was  referred  to  me  for  further  investigation  on 
September  27th. 

I  now  enquired  what  were  the  patient’s  chief  complaints.  I  said, 

“  Tell  me  what  you  notice  wrong  with  yourself.” 

The  main  symptoms  were  (1)  Loss  of  weight,  about  16  lb.  during 
the  last  lew  months.  (2)  Wasting  of  the  muscles  of  the  arms  and  legs 
and  extreme  weakness.  “  Two  weeks  ago,”  he  said,  “  I  could  walk 
about  two  miles,  now  I  can  barely  walk  a  hundred  yards.”  He  attri¬ 
buted  this  weakness  to  the  Luminal.  (3)  Headache.  This  was  chiefly 
a  feeling  of  pressure,  beginning  behind  the  ears  and  extending  to  the 
nape  of  the  neck  on  each  side.  It  was  especially  noticeable  on  ly  ng 
down,  and  was  relieved  by  sitting  up.  There  was  also  a  throbbing  pain 

lemples"8  ^°P;PltH-  T  ‘ but  n°  tbrobb‘"g  *nd  no  pain  fnTe 
regurgitated  Tfn0dlCd  naus,ea  and  vomiting,  in  which  food  was 

befo  f  being  sS  Thf  a"1P  '  'lme.t0  g6‘  t0  3  “  convenient  place  ” 
lh  “  e  being  Slck-  The  vomit  contained  no  bile  and  no  blood  and 

was  no  accompanying  abdominal  pain  These  svmntnnic  r,  a 
been  present  for  three  or  four  weeks  When  r  Ji  J  mS  had 

reacted  to  his  illness  he  said  “  t  feet  ,  asked  111111  how  he  had 

knows  what  is  the  matter  with  me  and  lam  ,epreSSed  becausc  no  or'e 
strength  every  day.”  ’  d  1  am  80  very  weak.  1  am  losing 

tremors  had  been  noted, "but  Ihf  wHttjfhad’r'1^  palpi,ations  nor 
then  enquired  about  the  past  history.  §  d  beCOme  very  shaky.  I 

durhig'h^'igM  ^waf' "and  IlsTfrom  ia  T*  °a  Sunstroke  in  India 
while  in  India,  he  was  In  ‘916, 

With  Sufficient  fbrcTtScSuheTkffi°butar  “f  ^  T  l°P  °fhis 

His  two  hobb.es  were 
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one  years  before,  and  had  continued  up  to  the  age  of  sixty-eight.  He 
had  also  crossed  the  Sahara  by  car  from  north  to  south.  He  was  fond 
of  reading  travel  books. 

My  house  physician  and  I  now  proceeded  to  read  the  neurologist’s 
report  sent  to  hospital  with  the  patient.  It  was  as  follows:  “The 
fundi  show  diffuse  choroido-retinitis.  The  central  nervous  system  is 
normal.  There  is  no  exophthalmos.  The  blood  pressure  is  145/75 
mm.  Hg.  There  is  a  fine  tremor  of  the  hands.  The  grips  are  good. 
The  power  of  the  legs  is  good.  Lumbar  puncture:  Fluid  clear,  pressure 
120  mm.  C.S.F.  Queckenstedt  test  normal.  Protein  30  mg.  per  100 
c.c.  Wassermann  negative.  Cells  less  than  1  lymphocyte  per  c.mm. 
Blood-count:  Red  cells  4-5  millions  per  c.mm.  Hb.  82  per  cent.  C.I. 
0-91.  White  cells  9,000  per  c.mm.,  polymorphs.  64  per  cent,  lymphocytes 
27  per  cent,  monocytes  8  per  cent,  eosinophils  1  per  cent.  Sedimenta¬ 
tion  rate  (Westergren)  98  mm.  plasma/1  hr.  Plasma  proteins:  7-1  G., 
albumin  3  1  G„  globulin  3  1  G.,  fibrinogen  0-93  G.  per  cent.  X-ray  of 
chest:  Chronic  catarrhal  changes  and  some  calcium  in  the  right  hilum. 
X-ray  of  spine:  No  abnormality  in  the  cervical  spine.  X-ray  of  skull: 
Bones,  sinuses  and  pituitary  fossa  normal.  Blood  urea:  27  mg./lOO  c.c. 

“  There  are  no  symptoms  or  signs  of  an  intracranial  lesion,  except 
probably  a  mild  cerebral  arteriosclerosis,  which,  however,  does  not 
account  for  the  headache.  The  somewhat  localized  tenderness  suggests 
a  perineuritis  of  the  occipital  nerves.  I  considered  the  possibility  of  an 
arteritis  beginning  in  the  occipital  arteries,  but  on  the  whole  I  think 
that  this  is  unlikely.  The  loss  of  weight  suggested  malignant  disease 
but  no  positive  findings  of  this  could  be  found.  A  simple  adenoma  ot 
the  thyroid  is  very  unusual  at  this  age,  but  there  again  the  consistency 
of  the  gland  does  not  suggest  malignant  processes.  There  were  no 
signs  of  thyrotoxicosis.  The  raised  E.S.R.  and  the  increased  fibrinogen 
content  of  the  blood  suggest  infection,  but  the  temperature  is  norma 
and  no  source  of  infection  has  been  found.  He  is  having  radiant  heat 
and  a  mixture  containing  potassium  iodide  and  sodium  salicylate, 
have  referred  the  patient  to  a  physician  for  a  report. 

Tte  physician  wrote  as  follows:  “  Mr.  P.  has  a  small  nodular  got.re 
which  is  mobile.  There  are  no  signs  of  thryotoxicosis  or  ot  malignancy 
I  do  not  think  the  goitre  requires  any  treatment  at  the  moment,  b 
it  increases  in  size  he  should  certainly  see  a  surgeon  I. could  find no 
signs  of  infection,  except  perhaps  in  his  remaining  teeth.  1  have  had 
these  X-rayed  There  is  recession  of  the  alveolar  margin  t  roug  ou 

beginning  of  the  illness.  These  are,  in  fact,  thickened  temporal  artertes, 
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more  pronounced  on  the  right  side  than  on  the  left.  When  I  saw  him 
they  were  tender  and  there  was  very  little  pulsation  in  them.  These 
arteries  are  considerably  thicker  than  his  other  peripheral  arteries.  I 
think,  therefore,  that  temporal  arteritis  is  a  possibility  as  a  cause  of  his 
headaches.  A  raised  sedimentation  rate  is  usual  in  this  condition.  A 
leucocytosis,  not  present  here,  is  also  usual,  but  not  invariable.  If  his 
pain  becomes  more  severe  the  diseased  portion  of  artery  can  be  re¬ 
moved.” 

As  the  patient  was  now  tired  by  his  long  cross-examination  I  said 
that  I  would  see  him  again  the  next  day,  and  he  thanked  me  for  being 
so  “  patient.”  I  then  left  the  room  and,  turning  to  my  house  physician, 
said,  “  Well,  I  suppose  you  have  made  the  diagnosis.  You  know  my 
methods.”  I  received  no  reply,  although  the  evidence  appeared  highly 
suggestive. 


And  so  I  returned  to  the  quest  the  next  day  to  see  if  the  clinical 
findings  supported  the  view  I  had  formed  from  the  history.  1  proposed 
to  find  out  whether  there  was  evidence  of  carcinoma,  whether  thyro¬ 
toxicosis  was  present,  and  what  was  the  condition  of  the  muscles.  As 
the  patient  lay  in  bed  I  noticed  that  his  face  was  thin,  his  nose  aquiline 
and  chin  prominent,  but  the  complexion  was  pink,  and  I  had  been 
struck  when  1  was  questioning  him  the  day  before  by  the  remarkable 
mental  alertness,  and  by  the'fact  that  he  looked  considerably  younger 
than  his  years.  The  tissues  around  the  eyes  appeared  dehydrated,  but 
there  was  no  exophthalmos.  The  temporal  arteries  were  visible  and 
slightly  tortuous,  but  they  were  not  tender.  Both  lobes  of  the  thyroid 
were  enlarged  the  gland  was  soft  but  slightly  nodular,  and  there  was  a 
small  area  of  retro-sternal  dullness  suggesting  an  intra-thoracic  pro- 
ongabon  of  the  gland.  The  patient  told  me  that  his  family  had  noticed 
the  slight  swelling  in  the  neck  in  1947,  but  it  had  not  increased  in  size  or 
caused  him  any  inconvenience.  The  lungs  were  normal,  the  heart  was 
not  enlarged  but  there  was  a  soft,  localized,  apical  systolic  murmur 
The  brachial  arteries  were  slightly  thickened,  but  not  tortuous  Pulsa- 
n  was  vigorous  over  the  femoral  arteries,  and  a  systolic  thrill  could 

Hnd  femorai  arteries- The 
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sweating.  The  patient  was  calm  and  said  that  he  did  not  feel  at  all 
nervous,  and  he  preferred  the  hot  to  the  cold  weather.  He  noticed  that 
he  passed  more  urine  by  night  than  by  day.  I  asked  him  to  stand  out 
of  bed  so  that  I  could  examine  the  skeletal  muscles  more  fully.  He 
was  about  5  ft.  6  in.  in  height.  The  most  striking  feature  was  the 
wasting  of  the  glutei,  the  skin  over  them  hung  in  folds,  and  the  patient 
said  that  sitting  was  very  painful.  As  I  looked  at  him  from  behind,  l 
thought  of  Falstaff  saying  to  Bardolph,  “Do  I  not  bate?  do  I  not 
dwindle  ?  Why,  my  skin  hangs  about  me  like  an  old  lady's  loose  gown ; 

I  am  wither’d  like  an  old  apple-John.” 

The  legs  were  very  wasted,  and,  after  standing  for  a  few  minutes, 
the  patient  asked  to  sit  on  the  bed  as  his  legs  were  so  weak  they  would 
not  bear  him.  The  biceps  and  triceps  in  each  arm  were  wasted  together 
with  the  suprascapular  and  infrascapular  and  the  latissimus  dorsi 
muscles  on  each  side.  There  was  wasting  and  weakening  of  the 
opponens  muscle  of  the  left  thumb,  so  much  so  that  the  patient  had 
found  he  could  not  hold  a  fork.  The  trapezii  were  not  wasted,  and 
elevation  of  the  shoulders  could  be  performed  against  strong  resistance. 
The  calf  muscles  were  weak  and  wasted,  and  to  a  lesser  degree  the 
muscles  of  the  thighs.  The  pectoral  muscles  were  reduced  in  size  and 
were  weak,  and  there  was  myotatic  irritability  below  the  right  clavicle. 
The  right  calf  measured  11 J  in.  in  circumference,  and  the  left  calf 
\\y  in  The  right  thiah  measured  14^  in.  and  the  left  thigh  14  in., 
51 4  in.  above  the  patella.  The  patient’s  weight  had  now  fallen  to 
8  ”st.  6  lb.  (in  pyjamas).  The  urine  contained  no  albumin  and  no 

further  investigations  were  carried  out  during  the  next  week. 
Barium  meal:  The  barium  passed  normally  down  the  oesophagus  m 
both  the  erect  and  the  Trendelenberg  positions.  There  was  no  evidence 
of  diaphragmatic  hernia  or  of  other  abnormality.  The  stomach  showed 
a  normal  mucosal  pattern  and  good  peristalsis,  and only  a  sma 
quantity  of  barium  remained  in  it  at  one  and  a  halt  hours, 
duodenal  cap  filled  out  well  and  was  not  spastic,  tender  or  deform  . 
Its  rugai  were  large,  but  no  trace  of  an  ulcer  crater  could  be  found. 
X-rav  of  lumbar  spine:  The  vertebrae  are  somewhat  osteoporotic. 
Serum  acid  phosphatase:  1-7  King-Armstrong  umts/100  c.c  normal). 
Serum  alkaline  phosphatase:  2-3  King-Armstrong  umts/100  c.c. 
(normal)  There  was  therefore  no  evidenee  of  carcmoma t  found. 
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trachea  backwards  and  a  little  to  the  left,  and  the  antero-posterior 
diameter  of  the  trachea  is  a  little  narrowed.  There  is  enlargement  of 
the  thyroid  which  extends  downwards  \  in.  below  the  sternal  notch.” 
Basal  metabolic  rate:  +  17  (Aub  du  Bois).  Serum  cholesterol:  170 
mg. /100  c.c.  (normal  170-220).  Serum  calcium  and  potassium:  Normal, 
9-5  and  20  mg./lOO  c.c.  respectively.  Dextrose  tolerance  curve:  This 
showed  slightly  diminished  sugar  tolerance,  the  resting  blood-sugar 
being  88,  and  the  specimens  after  administration  by  mouth  of  50  G.  of 
dextrose  being  146,  189,  190,  183  mg./lOO  c.c.  at  \  hour,  1  hour,  \\ 
hours  and  2  hours  respectively.  Blood  count:  Red  cells  3  -9  millions  per 
c.mm.  Hb.  72  per  cent.  C.I.  0-9.  White  cells  6,900  per  c.mm., 
polymorphs.  76  per  cent,  lymphocytes  14  per  cent,  monocytes  8  per  cent, 
eosinophils  2  per  cent.  Sedimentation  rate  (Westergren)  120  mm. 
plasma/1  hour. 

The  clinical  picture  was  now  much  more  sharply  defined.  Here 
was  a  patient  with  severe  weakness,  wasting  of  groups  of  muscles,  an 
enlarged  thyroid,  a  raised  basal  metabolic  rate  and  a  very  high  sedi¬ 
mentation  rate.  The  elevation  of  the  basal  metabolic  rate  was  not, 
however,  sufficiently  high  to  make  a  definite  diagnosis  of  thyrotoxicosis, 
but  this  might  be  due  to  the  fact  that  a  mixture  containing  potassium 
iodide  had  been  taken  for  two  weeks  previous  to  the  present  admission 
to  hospital.  If  thyrotoxicosis  was  present,  as  I  believed,  the  case  fell 
into  the  group  of  masked  thyrotoxicosis.  In  order  to  support  this  view 
it  would  be  necessary  to  give  a  course  of  iodine  for  two  weeks  and  then 
see  whether  this  resulted  in  a  definite  fall  in  the  B.M.R. 

The  diagnosis  of  thyrotoxic  myopathy,  which  seemed  to  me  possible 
on  taking  out  the  history,  now  appeared  very  probable.  In  the  myo¬ 
pathies  it  is  not  unusual  to  find  creatine  excreted  in  the  urine  A 
twenty-four  hour  specimen  of  urine  was  examined,  and  the  creatinine 
content  was  1,095  mg.  (normal  1,000-2,000  mg.).  There  was  no 
creatme,  but  this  did  not  exclude  the  condition.  I  advised  a  course  of 

o iodLPatRnt  W3S  8iVenr  doSe  a  mixture  containing 
Ocinhf^r  i  ltn  ac\  •  •  ^  alter  the  first  dose  and  on 

uctober  11th,  40  microcuries  of  radio-active  iodine  Ti3i  ,  ■  • 

tered  by  mouth  The  lint^  a  iodine,  1  ",  were  admims- 

only  12  p™  cent  o  H  ‘°dine  by  the  ‘^cid  was 

6  c  c.  per  minute  In  thZf  a"d  the  plasma  clearance  was 

cent  of  thringested  iodine  k  $  “  USU3'  t0  find  that  40  90  per 

hours,  as  estimated  by  a  Geiger^MUMer'coi^t  ’'T03?  at  twen‘y-four 
thyrotoxicosis  less  than  30  per  cent  is  retain^  t  gland™ 
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as  the  patient  had  taken  potassium  iodide  in  the  salicylate  mixture  a 
few  weeks  previously,  and  one  dose  of  60  mg.  of  iodine  a  few  days 
before  the  test,  the  result  would  almost  certainly  be  vitiated,  for  the 
administration  of  iodine  will  lower  the  iodine  uptake  for  periods 
extending  up  to  several  weeks  or  even  months.  Normally  40  c.c.  of 
plasma  are  cleared  of  iodine  per  minute  after  the  tracer  dose  is  given, 
and  in  thyrotoxicosis  the  clearance  rate  may  be  raised  to  100  or  1,400 
c.c.  per  minute.  These  tests  did  not  therefore  confirm  the  diagnosis  of 
thyrotoxicosis,  but  they  did  not  exclude  it. 

I  therefore  advised  that  the  patient  should  be  given  a  course  of 
LugoEs  iodine  solution,  10  drops  t.i.d.  for  two  weeks,  in  order  to  observe 
the  clinical  effect  of  the  drug,  and  also  to  see  whether  it  produced  a  fall 
of  the  B.M.R.  The  iodine  was  given  for  five  days,  with  extraordinary 
results.  The  headache  disappeared,  the  patient  was  able  to  walk  along 
the  corridor  and  up  and  down  a  flight  of  stairs,  and  to  take  a  bath  alone 


and  lie  down  in  it.  Previously  he  had  to  be  helped  in  and  out  of  the 
bath  and  could  only  totter  along  the  corridor.  The  weight  which  had 
fallen  to  7  st.  13  lb.  on  October  13th,  which  was  25  lb.  below  his  normal 
weight,  rose  to  8  st.  5  lb.  The  voice  was  stronger  and  clearer,  and  the 
patient  said,  “  I  now  feel  fit  for  anything.  My  walking  is  firm  and 
fairly  steady.  My  legs  feel  very  much  stronger.  I  teel  brighter  and 
better.  My  whole  physical  condition  is  far  better. 

The  radio-therapist  now  told  me  that  he  considered  the  patient 
was  suffering  from  thyrotoxicosis  and  that  he  would  like  to  give  him  a 
therapeutic  dose  of  radio-iodine.  I  therefore  discontinued  the  iodine 
by  mouth,  and  on  November  6th,  5  millicuries  ol  radio-active  iodine 
were  given  by  mouth.  This  takes  up  to  about  two  months  to  produce 
its  maximum  effect,  and  so  no  further  rapid  improvement  was  to  be 
expected.  However,  by  November  11th  the  sedimentation  rate  had 
fallen  to  85  mm.  plasma/ 1  hour  (Westergren),  although  the  weight 
remained  stationary  at  8  st.  51  lb.  The  power  had  returned  to  the  ef 
thumb  and  the  patient  had  no  difficulty  in  holdmg  his  fork  in  the  left 
hand.  '  His  face  was  fatter  and  the  temporal  arteries  were  no  longer 
visible.  The  patient  was  disappointed  that  he  was  not  continuing  to 
make  the  rapid  improvement  that  he  did  during  the  five  days  with 
iodine  treatment,  and  that  his  condition  was  now  almost  stationary 
I  also  shared  this  disappointment  and  wished  we  had  not  changed 
horses  in  mid-stream,  and  that  we  had  continued  the  two  weeks  iodine 
bv  mouth  and  then  again  determined  the  B.M.R.  However,  I  hoped 
the  radio-active  iodine  would  prove  as  effective,  although  its  result  was 

neCeHea/e/urnedyehome  now  to  come  back  to  hospital  in  a  month's 

“"I  faw ^'“in1 themiddle  of  December  ,950.  The  genera, 
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practitioner  told  me  that  his  patient  had  improved  simply  miraculously, 
and  that  he  had  never  expected  to  see  him  about  again.  The  patient, 
however,  appeared  to  me  to  be  somewhat  apathetic.  He  said  he  was 
quite  free  from  head  or  neck  pains  and  that  he  felt  very  much  better. 
On  being  questioned,  he  added,  “  I  feel  weak  and  that  is  all.  I  am 
driving  my  car  and  find  it  no  trouble.  I  read  but  I  tire  very  easily,  and 
there  is  nothing  else  to  do  except  read.  I  can  get  up  now  from  a  chair 
of  normal  height,  but  not  from  a  low  chair,  without  using  my  hands 
or  arms  to  help  me.  I  cannot  stride  out  when  I  walk.  I  take  short 
steps.” 

I  found  that  the  muscle  tone  had  generally  very  much  improved. 
The  skin  no  longer  hung  in  folds  in  the  gluteal  region,  the  right  buttock 
was  firm  with  no  looseness  of  the  skin  over  it,  on  the  left  side  there  were 
still  a  few  creases  in  the  skin.  The  chief  weakness  now  was  in  hip 
flexion,  and  there  was  wasting  of  the  quadriceps  extensor  on  each  side. 
The  circumference  of  each  thigh,  measured  5|  in.  above  the  patella, 
was  15f  in.,  an  increase  of  1|  in.  in  two  and  a  half  months.  The  patient 
had  difficulty  in  standing  on  one  leg,  and  on  doing  so  and  flexing  the 
hip  to  a  right  angle,  the  knee  could  only  be  extended  to  45  degrees. 
The  ankle  and  knee  movements  were  very  powerful  when  the  patient 
was  lying  down.  The  circumference  of  each  calf  was  12  in.,  an  increase 
of  j  in.  in  two  and  a  half  months.  There  was  still  a  little  wasting  of  the 
lelt  hypothenar  eminence  and  some  weakness  of  adduction  of  the  left 
thumb.  The  supraspinati  and  latissimus  dorsi  muscles  were  also  a 
ittle  wfste^-  The  biceps  and  triceps  now  both  contracted  powerfully 

striked  8  «  i7m  P^‘em'S  Weight  <elothed)  was  9  st-  lb.,  and 
smpfxtf  8s  12  lb.  He  was  now  12  lb.  below  his  normal  and  had 

samTsize  the  nr?'6  T*  ,hyr°id  gIand  remained  much  the 

ame  size,  the  maximum  circumference  of  the  neck  being  161  in 

twthe  re?fit!r°f  ‘he  Investigations  were  not  quite  as  satisfactory  as 

.o  jaj* 

globulin irSStlSjft  ,0tal  Pr0tdn  7'3’  — *  2* 

avt0yagd  “g  in  two  days, 

Lugol  s  iodine  solution,  10  drops  t  d  s  in  a  little"  l°  lake 

and  arranged  to  examine  him  again  then.  k  °r  3  m°mh> 

At  the  next  visit,  in  the  middle  of  Januarv  1QS1  tu 

much  less  apathetic  and  now  looked  very  weM  m  n,  P  ^  WaS 
of  weakness  of  the  thighs  Th.'e  Wt  '•  He  still  complained 

sitting  down  on  or  Sg  ST.Tf  noticeable  in  the'act  of 

getting  up  from,  a  low  chair.  Unless  he  supported 
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his  weight  on  his  hands  on  the  chair  arms,  he  would  fall  with  a  bump 
the  last  few  inches  on  sitting  down. 

The  muscular  wasting  had,  however,  improved,  each  calf  had 
increased  |  in.,  and  each  thigh  f  in.  in  circumference,  the  measure¬ 
ments  being  12|  and  16^  in.  The  glutei  were  firm,  but  small,  there 
being  a  hollow  in  the  postero-inferior  region,  but  the  creases  in  the 
skin  were  filled  out.  There  was  no  weakness  of  the  hand,  shoulder, 
arm  or  pectoral  muscles,  the  patient  could  take  longer  steps  than  at 
his  last  visit  and  could  walk  a  mile  and  a  half  without  undue  fatigue. 


The  weight  was  9  st.  1\  lb.  in  pyjamas,  a  further  gain  of  9\  lb.  in  a 
month,  and  this  was  within  2  or  3  lb.  of  normal.  The  patient  was 
eating  and  sleeping  well,  but  very  bored  with  sitting  about  the  house 
and  reading.  The  sedimentation  rate  of  the  red  cells  was  46  mm. 
(Westergren)  at  one  hour,  and  the  basal  metabolic  rate  +  4. 

I  advised  that  he  should  go  back  to  work  for  five  hours  a  day  five 
days  a  week,  and  continue  with  the  Lugol’s  iodine  solution,  10  drops 
t.d.s.  for  another  month.  If  the  condition  still  further  improved  he 
could  then  go  for  a  sea  voyage. 

And  so  he  left  me  again,  a  strangely  reticent  individual  who  had 
never  expressed  gratitude  for  being  rescued  from  what  appealed  to  be 
certain  death. 

I  saw  Mr.  P.  again  four  times  during  the  next  fourteen  months. 
In  March  1951  he  was  walking  better  and  feeling  stronger,  but  did  not 
consider  that  he  was  back  to  normal  yet.  He  noticed  weakness  in  both 
legs  and  could  not  stand  on  one  leg  for  any  length  of  time.  The  grip 
was  good  and  the  hands  and  arms  appeared  normal  The  plasma 
proteins  were  now  normal,  total  protein  6-5  G.,  albumin  3-6  G 
alobulin  2-6  G.  and  fibrinogen  0-3  G./100  c.c.,  but  the  sedimentatio 
rate  of  the  red  cells  was  raised  to  58  mm.  plasma/ 1  hour  (Westergren). 
The  patient  was  taking  10  drops  of  Lugol’s  iodine  solution  U.d  every 
othefweek.  The  weight  had  fallen  to  9  st.  3  lb.  in  pyjamas,  a  loss  ot 

4'  'in  Tnlv  1951  Mr.  P.  was  brisk,  alert,  and  very  cheerful.  He  said, 
“  I  feel  fine  and  everyone  who  sees  me  says  what  a  difference  from  a 

»« ."1  ■*'  »»  7/  “ 

r  “r 

^Westergren)  The  weight  had  again  fallen  to  8  st  121  lb.  i" 
a  loss  of  41  lb.  1  now  advised  discontinuing  the  10  me  rops. 
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In  October  1951  Mr.  P.  reported  that  he  now  felt  he  was  back  to 
normal.  He  was  doing  the  routine  office  work  and  attending  certain 
extra  committees,  and  was  proposing  to  go  ski-ing  again  in  the  winter. 
The  sedimentation  rate  of  the  red  cells  was  11  mm.  plasma/1  hour 
(Westergren),  but  the  weight  was  only  8  st.  9  lb.  in  pyjamas. 

I  examined  Mr.  P.  for  the  last  time  in  March  1952.  I  was  very 
pleased  to  find  that  the  weight  was  now  back  to  normal,  9  st.  10  lb. 
in  pyjamas.  He  very  wisely  had  not  gone  to  Switzerland  to  ski  in  the 
winter,  instead  he  drove  his  car  to  the  Riviera.  I  could  now  find  no 
evidence  of  muscular  wasting  or  weakness,  the  sedimentation  of  the 
red  cells  was  normal,  8  mm.  plasma/1  hour  (Westergren),  and  I  felt 
justified  in  discharging  him  as  cured. 

Comment.  This  case  falls  into  the  category  of  chronic  thyrotoxic 
myopathy,  of  which,  according  to  Eder(l),  there  were,  in  1950,  at 
least  twenty  cases  described  in  the  literature.  It  is  probably  not  very 
rare  although  liable  to  be  overlooked.  As  Leslie  Stephen  writes,  “  the 
hardest  of  all  feats  is  to  see  what  lies  before  our  eyes.”  The  primary 
complaint  is  muscular  weakness,  and  many  patients  are  bedridden, 
some  are  unable  to  feed  themselves.  It  most  often  affects  males  over 
the  age  of  forty  years,  and  in  one  of  the  recorded  cases  the  basal  meta¬ 
bolic  rate  was  only  +  14  per  cent.  The  signs  of  hyperthyroidism  are 
often  slight  and  exophthalmos  is  uncommon.  The  response  to  iodine 
treatment  is  usually  rapid,  but  in  some  cases  in  males,  it  is  necessary  to 
give  injections  of  testosterone  to  restore  completely  muscular  strength. 

The  very  high  sedimentation  rate  of  the  red  cells  in  this  case  is 
interesting.  It  may  be  associated  with  the  destruction  of  muscular 
tissue,  but  I  have  not  been  able  to  find  any  records  of  the  E.S.R.  in  the 
myopathies,  and  the  expert  on  the  subject,  whom  I  consulted,  told  me 
that  he  had  no  information  on  the  matter. 


This  case  is  an  example  of  how,  in  some  cases,  the  diagnosis  can  be 
made  on  the  clinical  evidence  alone,  and  confirmed  by  the  response  to 
treatment.  The  localization  of  the  wasting  to  certain  groups  of  muscles 
in  addition  to  the  general  wasting,  had  not  been  noticed  and  this  save 
the  key  to  the  solution  of  the  problem  g 


References 

L  Eder  H.  A.  (1950).  “Progress  in  Clinical  Endocrinology  ’ 
Soskin.  William  Heineman  Ltd.,  London.  nuocnnoI°gy- 

BrITTON’  C  J-  C  (1936>-  New  Zealand  Med.  Journ.,  35,  310. 


Edited  by  S. 


BEAUMONT’S  B.  M. 


2 


THE  MISSING  ABDOMINAL  REFLEX 


“  Despise  no  new  Accident  in  your  Body ,  but  ask  Opinion  of  it.” 

Of  Regimen  of  Health 


Before  I  first  saw  Mrs.  R.  in  the  spring  of  1953  her  husband,  who 
was  in  this  country  on  a  short  professional  visit,  gave  me  a  somewhat 
complicated  history  of  his  wife’s  illnesses.  He  told  me  that  he  had  been 
advised  to  arrange  for  her  to  come  to  London  to  consult  me,  and  that 
they  were  at  present  living  in  Eastern  Europe.  Mrs.  R.  was  now  forty- 
four  years  of  age,  and  had  been  married  for  ten  years.  She  was  healthy 
until  the  age  of  eighteen  when  she  had  a  very  serious  attack  of  influenza. 
The  husband  described  his  wife  at  the  time  of  their  marriage  as  “  a 
fragile  creature  weighing  about  8  stones.”  During  the  next  few  years 
she  had  several  gynaecological  operations  designed  to  enable  her  to  have 
babies,  including  a  ventro-fixation,  and  her  appendix  was  removed. 
Despite  these  manoeuvres  she  remained  barren,  and  the  only  noticeable 
sequel  was  a  series  of  attacks  of  colon  bacilluria  which  did  not  respond 
to  the  usual  remedies  such  as  sulphonamides  or  mandelic  acid.  The 
attacks  eventually  ceased,  apparently  spontaneously,  and  she  remained 
fairly  well  for  some  years,  until  troubled  with  periodical  flushings. 

In  May  1951  hysterectomy  was  performed  in  a  hospital  in  London 
on  account  of  flooding.  A  large  polypus  was  found  in  the  uterus  and 
the  left  ovary  was  also  removed.  Mr.  R.  told  me  that  his  wife  attri¬ 
buted  her  present  illness  to  this  operation.  She  considered  that  she 
was  allowed  to  get  up  too  soon  after  the  operation,  and  that  she 
suffered  an  internal  injury  by  frequently  climbing  in  and  out  ol  the  high 
hospital  bed  to  pass  water.  Shortly  after  returning  home  the  abdominal 
wound  broke  down  and  the  colon  bacilluria  recurred,  but  this  eventually 
responded  to  a  series  of  injections  of  streptomycin. 

Three  months  later  Mrs.  R.  joined  her  husband  abroad,  and,  atter 
a  very  strenuous  summer,  with  numerous  social  engagements,  suffered 
another  attack  of  colon  bacilluria.  Streptomycin  injections  were  again 
given,  but  they  were  not  now  so  efficient,  and  it  was  sometime  before 


the  infection  died  out.  ... 

In  the  spring  of  1952  Mrs.  R.  first  noticed  the  symptoms  for  which 
it  was  proposed  she  should  consult  me.  She  felt  there  was  something 
wrong  htside  her.  in  the  region  of  the  bladder,  as  if  something  was 
coming  down  internally,  and  she  asked  her  husband  odd  questions, 
such  as  “  Can  one’s  inside  come  out  after  an  operation  . 

During  the  summer  of  1952  there  were  two  more  attacks  of  what 
ms  described  as  colon  bacilluria  which  were  treated  with  citrates. 
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During  the  second  attack  she  was  admitted  to  a  hospital  abroad,  and 
numerous  examinations  were  carried  out.  Several  catheter  specimens 
of  urine  were  examined,  all  of  which  were  sterile.  Nothing  abnormal 
was  seen  in  the  intravenous  pyelograms  and  cystoscopy  was  normal. 
The  final  diagnosis  was  “  abacterial  cystitis  of  unknown  origin,  with 
some  degree  of  functional  overlay.” 

Mrs.  R.  next  suffered  from  what  was  called  a  nervous  breakdown. 
She  became  very  tense,  frequently  burst  into  tears  and  had  nerve 
storms.  She  consulted  an  internist,  who  said  the  symptoms  were  due 
to  neuralgia  of  the  bladder.  He  prescribed  tonics  and  sedatives, 
injections  of  arsenic  and  the  administration  of  stilbcestrol  by  mouth! 
After  a  slight  improvement  the  bladder  symptoms  recurred  and  have 
persisted  since.  The  internist  now  took  Mrs.  R.  to  see  a  professor  of 
neurology  who,  apparently  on  the  strength  of  the  bladder  symptoms 
and  of  an  absent  abdominal  reflex,  gave  a  most  disquieting  report. 

“  Although  suffering  from  a  depressive  nervous  disorder,”  he  said, 
nevertheless  she  has  symptoms  which  might  be  the  beginning  of 
encephalomyelitis.” 


This  expert  opinion  reduced  the  patient’s  husband  to  a  state  of 
anguish;  every  day  on  coming  home  he  feared  he  might  find  his  wife 
paralysed.  And  so  he  travelled  to  England  and  told  me  the  story,  and 
I  advised  that  his  wife  should  return  home  and  be  admitted  to  hospital 
in  London  to  endeavour  to  clear  up  the  diagnosis 

to  steTth  Shf  ’ in  Mrrch ,19,53'  Mrs-  R-  arrived  in  London  and  came 
ee  me.  She  was  slim,  delicate  looking,  with  small  features  and 

mousey  hair  She  did  not  exhibit  any  of  the  characteristics  of  the 

chronic  invalid  who  enjoys  ill-health,  but  was  very  anxious  to  be  fit 

and  to  return  to  her  life  abroad.  She  told  me  she  though  her  husband 

had  been  unnecessarily  alarmed  by  the  neurologist’s report There 

uten\asellgarbehajnka,inhee  and'"  ™  ^  *  ***> 

The  patient  wa^aS  alLahs  atrT1  T  a'bUmin  a"d  no  suSar- 

the  bladder  discomfort  and  frequency  of  mictii  V  dlscontmumg  them, 
at  night  she  had  to  micturate  every  time  she  awoke“ Th ' u*0  ‘hat 
sign  I  could  find  when  I  examined  the  ,  ,  The  only  abnormal 

absent  left  abdominal  reflex.  What  wasfi  Tgmfica^ T516™  W3S  the 

I.,  ^ 

abdominal  section,  when  a  ventro  H  m'Sht<,be  reIaled  to  the  first 
formed-  “in  -  - 
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rectus  sheath  is  entered  and,  as  that  part  of  the  operation  is  done 
blindly,  a  nerve  may  easily  be  damaged.”  The  report  concluded,  “  I 
cannot  believe  there  is  evidence  of  a  neurological  disorder  unless  it 
were  found  that  she  had  a  neurogenic  bladder.” 

The  patient  was  now  referred  to  a  genito-urinary  surgeon  who 
finally  banished  the  bogey  of  the  absent  abdominal  reflex,  for  he  found 
no  evidence  of  a  neurogenic  bladder.  The  intravenous  pyelogram 
showed  no  abnormality,  cystoscopy  was  normal,  and  the  urine  was 
sterile,  contained  no  albumin,  and  no  pus  cells  or  casts  were  found  in 
the  deposit.  The  genito-urinary  surgeon  discovered  however,  “  an 
unusual  amount  of  scarring  on  the  anterior  vaginal  wall,  corresponding 
with  the  site  of  slight  tenderness  on  vaginal  examination.”  A  gynaeco¬ 
logist  was  the  next  on  the  list  of  specialists  to  be  called  in.  His  report 
read  as  follows :  “  There  is  a  thick  tender  scar  with  puckering  at  the 
vault  of  the  vagina  following  the  hysterectomy.  It  is  highly  probable 
that  this  is  fixed  to  the  bladder.  The  patient  therefore  gets  trouble 
with  micturition  and  pain  on  coitus.  She  is  also  menopausal.”  The 
gynaecologist  prescribed  Mixogen  tablets  by  mouth,  one  three  times 
daily,  and"  dienoestrol  cream  to  be  inserted  with  an  applicator  into  the 
vaginal  vault  every  night. 

Three  months  later  Mrs.  R.  came  to  see  me  again.  She  was  a 
different  woman,  active,  alert  and  feeling  wonderfully  better.  There 
were  no  urinary  symptoms  and  the  vaginal  trouble  began  to  improve 
after  six  weeks’  treatment.  She  said  “  I  have  more  zest  for  life  than 
I  have  had  for  years.  I  am  quite  sure  I  am  not  going  to  be  ill  any 
more.”’  The  flushes  had  ceased  after  taking  the  Mixogen  tablets  for 

three  days 

After  being  labelled  by  one  of  the  specialists  “  A  stupid  woman, 
who  would  not  stop  talking,”  she  was  now  apparently  cured  by  a  little 

cream  and  a  pill. 


Five  months  passed  before  I  saw  our  patient  again,  on  her  return 
to  England  for  a  short  visit.  There  had  been  no  relapse,  there  were  no 
bladder  symptoms  and  no  internal  discomfort.  She  had  been  hvi  g 
an  active  life  attending  many  social  functions.  I  was  deeply  relieved 
to  be  gWen  such  a  good  report.  Three  weeks  after  rejoining  her 
husband  in  Eastern  Europe,  I  received  a  telephone  message  from  hi 
•na  there  was  a  slight  recurrence  of  the  vaginal  symptoms,  possib  y 
rvwfiif  to  the  fact  that  his  wife  had  given  up  the  treatment  too  soon. 
T  advised  that  she  should  once  more  apply  the  dienoestrol  ointment 
loht  This  was  followed  by  some  improvement,  but  not  nearly 
eV£ry  fed  as  nreviously  And  then,  despite  the  nightly  applications, 
^ewas a  The  and  uncomfortable  sensation  h.gh  up 
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in  the  vagina  recurred,  which  made  her  want  to  be  continually  emptying 
the  bladder,  for  this  afforded  some  relief.  Walking,  or  even  standing, 
now  resulted  in  a  severe  sensation  of  traction  behind  the  bladder, 
which  disappeared  on  lying  down. 

Early  in  April  1954  Mrs.  R.  came  again  to  England,  and  we  had 
another  consultation  with  the  gynaecologist.  He  found  the  area  of 
scarring  in  the  vaginal  vault  much  smaller  and  less  tender  than  at  the 
previous  examination,  and  he  recommended  continuing  with  the 
application  of  the  cream,  and  also  a  course  of  short-wave  therapy  to 
the  pelvis.  The  alternative  was  a  laparatomy  to  free  the  vaginal  vault 
from  above,  but  he  feared  there  might  be  considerable  adhesions  in  the 
pelvis,  and  was  unwilling  to  embark  on  an  operation,  the  indications 
for  which  were  so  uncertain.  “  Give  me  a  lump,”  he  said,  “  which  I 
can  see  or  feel  and  I  will  remove  it.  I  do  not  like  these  intangible 
operations  in  which  you  may  do  the  patient  no  good.” 

After  another  month  of  treatment  the  frequency  of  micturition 
disappeared,  but  the  sensation  of  pulling  and  aching  on  standing  or 
walking  continued  unabated.  A  month  later  Mrs.  R.  told  me  that  she 
had  been  considerably  upset  by  the  last  vaginal  examination,  that  the 
affected  spot  had  been  very  tender,  although  she  had  not  complained 
of  this  at  the  time.  There  remained  a  feeling  of  intense  soreness  behind 
the  bladder,  and,  on  passing  water,  she  experienced  pain  high  up  in  the 
vagina  on  the  left  side.  The  pain  was  now  waking  her  at  night  if  the 
bladder  was  full.  All  the  ground  we  had  made  seemed  to  be  lost  and 
we  were  back  on  the  position  we  occupied  before  beginning  the  treat¬ 
ment.  The  patient  now  could  not  stand  or  walk  without^  great  dis¬ 
comfort  and  a  desire  to  micturate.  I  advised  a  period  of  rest  in  bed 
tor  three  weeks,  during  which  she  was  to  continue  with  the  application 

aind. then  rep°rt  progress*  lt  seemed  that  an  operation 

an  arHhd  -he  T [y  hope°f  cure’  for  if  the  symptoms  were  really  due  to 
an  adhesion  between  the  vagina  and  bladder,  it  was  unlikely  that  the 

bladHVagmTf  tiaPPllCatl°n  °f  the  Cream  could  be  efficient  to  free  the 

should  emphatically  rule  out  the  advisahili  t-Vf  d  h  "  CaSe  he 
felt  was  the  only  hope  of  cure.  'Sablllty  of  an  operation,  which  1 

waslto,7«  Z  slightly  aggressive,  “she' was  cSdyTtTr- 


38 


DESCRIPTIVE  CASES 


mined  that  something  else  must  be  done.  She  told  me  that  the  pain 
was. now  continuous  and  that  her  time  was  spent  between  her  bed  and 
her  couch,  owing  to  fear  of  walking  which  increased  the  pain  and  the 
desire  to  pass  water.  She  added,  “  I  just  cannot  go  on  like  this.  It 
is  at  the  back  of  the  bladder  where  everything  is  pulling.  I  am  terribly 
tender  inside  since  my  last  examination.”  I  told  her  that  I  considered 
that  an  operation  was  necessary  and  I  would  speak  to  the  surgeon 
about  it. 

The  operation  was  performed  a  few  days  later.  The  sigmoid  was 
found  to  be  adherent  to  the  left  side  of  the  pelvis.  The  bladder  and 
left  ureter  were  adherent  to  the  vault  of  the  vagina,  and  with  some 
difficulty  were  dissected  from  it.  The  upper  half  inch  of  the  vagina, 
which  contained  the  scar,  was  removed. 

The  patient  made  a  good  recovery  from  the  operation,  and  when 
she  left  the  nursing  home  was  free  from  all  symptoms  and  was  very 
cheerful  and  relieved  to  think  that  the  cause  of  her  trouble  had  been 
found  and  removed. 

Nine  weeks  later  Mrs.  R.  came  in  to  see  me.  She  looked  wonder¬ 
fully  well  and  had  made  steady  progress  and  now  felt  quite  like  her  old 
self.  “  No  longer,”  she  said,  “  do  I  consider  whether  fetching  some¬ 
thing,  say  from"  upstairs,  is  worth  the  discomfort  that  such  an  effort 
is  liable  to  produce.  As  of  old  my  body  can  be  ignored.”  A  year 
later  the  patient  wrote  to  tell  me  that  she  was  perfectly  well  and  leading 

a  normal  life.  . 

Looking  back  on  this  case  we  can  realize  how  justified  she  was  in 

her  complaints,  how  constant  were  her  symptoms,  and  how  closely 
localized  to  the  seat  of  the  trouble.  This  alone  should  have  been 
sufficient  to  indicate  that  she  was  not  a  stupid  neurotic  woman. 


“ULCERATIVE  COLITIS” 


Mrs.  B.,  the  wife  of  a  farmer,  forty-one  years  of  age,  had  been 
periodically  prostrated  by  attacks  of  diarrhoea  lasting  several  weeks 
or  even  months,  for  over  three  years  when  I  first  saw  her  in  March  1954. 

The  diarrhoea  began,  for  no  known  reason,  on  Christmas  Day  1950. 
She  suddenly  had  the  desire  to  go  to  the  lavatory,  and,  on  doing  so, 
passed  blood  with  her  motion.  The  diarrhoea  with  the  passage  of 
blood  continued  for  several  days  and  eventually  she  consulted  her 
doctor,  who  kept  her  in  bed  for  seven  weeks.  During  this  time  the 
diarrhoea  gradually  lessened  and  eventually  disappeared,  only  to  recur 
two  months  later.  The  patient  then  attended  the  local  hospital,  and 
alter  three  months’  treatment  with  various  astringent  drugs  the  diarrhoea 
again  ceased.  Three  more  months  went  by  and  once  more  Mrs.  B. 
was  suddenly  prostrated  with  a  recurrence  of  the  diarrhoea.  This 
attack  was  more  severe,  lasting,  with  diminishing  intensity,  for  ten 
months.  A  course  of  Sulphaguanidine  was  prescribed,  which  the 
patient  took  lor  several  weeks.  She  again  attended  the  local  hospital 
where  a  barium  enema  and  a  sigmoidoscopic  examination  were  carried 
out.  The  radiologist  reported  that  the  barium  enema  showed  some 
decrease  in  the  haustrations  in  the  descending  colon.  On  sigmoido¬ 
scopy  an  opaque,  granular,  easily  bleeding  mucous  membrane  was  seen 
up  to  15  cm  and  above  this  level,  up  to  25  cm.,  the  mucosa  appeared 
comparatively  normal,  although  blood  and  mucus  were  seen  coming 
down  from  above.  A  diagnosis  of  ulcerative  colitis  was  now  made 

to  sre  MkB  *!yhT’HWh0  W3S  VIS'ting  ‘he  hosPital’  was  asked 
to  see  Mrs^R,  when  she  had  recovered  from  this  third  attack  He  told 

!hn  mu  She  W3S  n°W  beMer  and  that  there  was  no  reason  why  she 
should  have  a  recurrence  of  the  colitis,  but  alas,  the  words  were  hardlv 

out  of  his  mouth,  before  her  bowels  gushed  forth  again  ‘  y 

Jiince  August  1953  the  condition  had  been  much  worse  the  diarrhma 

up  ,o0  heT  ert0nany  medifa' treatment’  a"d  uontirmed  relentlesslv 
During  these  eight  mratoMre!  iThadVen  afraid  to’leT'T 
o^r  Tot  driven 

nothing  to  eat  or  drink  after  the  n  ^  °  S°me  forty  miles’  she  took 
with  the  district  nurse  for  ^  -ranged 

her  visit  to  me.  Althrmoh  ear  y  on  tlle  morning  of 

consultation,  as  the  nurse  failed  tocome  afthfr  m'gh'  ^  f°r  the 

dared  not  leave  home  without  having  the  u  tIme  "ranged,  yet  she 

her  bowels  opened  two  or  three  times8  on  .ya?h'OUt  ,or  fear  of  having 

times  on  the  journey.  When  I  offered 
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her  a  hot  drink  after  the  consultation  she  refused,  saying  she  was 
afraid  to  take  anything  by  mouth  until  she  reached  home,  which  would 
take  about  two  hours.  From  this  one  can  realize  the  state  to  which  this 
unfortunate  patient  had  been  reduced  by  this  devastating  diarrhoea. 

In  addition  to  the  colitis  she  had  been  troubled  with  swelling  of  the 
legs  for  about  eleven  years,  the  onset  coinciding  with  the  third  month 
of  the  pregnancy  with  her  third  child.  Three  years  ago  Mrs.  B.  had  an 
attack  of  phlebitis  in  the  left  leg.  Later,  in  April  1953,  twin  children 
were  born,  and  during  this  pregnancy  the  blood  pressure  was  found  to 
be  high.  Shortly  before  coming  to  see  me,  the  second  daughter, 
eighteen  years  of  age,  gave  up  her  work  in  a  bank  in  order  to  look 
after  the  twins,  as  her  mother  was  so  incapacitated  by  the  diarrhoea 


that  she  was  unable  to  do  so. 

Dr.  S.  sent  a  note  with  the  patient  saying  that  she  was  suffering 
from  an  anxiety  state,  ulcerative  colitis  and  massive  oedema  of  the  legs. 
He  added,  “  If  the  colitis  is  hopeless  can  you  please  suggest  (1)  Cause 
of  the  oedema.  (2)  Treatment.”  The  patient  appeared  placid,  cheerful, 
very  sensible  and  not  at  all  self-centred.  She  presented  none  of  the 
characteristic  features  of  the  chronic  abdominal  invalid.  She  was 
fairly  well  nourished,  being  5  ft.  9  in.  in  height,  and  weighing  9  st  13  lb. 
(clothed).  Her  complexion  was  pink  and  there  was  no  clinical  evidence 
of  anemia,  despite  the  frequent  loss  of  blood.  She  told  me  that  the 
bowels  were  usually  opened  eight  or  nine  times  in  the  twenty-four 
hours,  generally  by  day.  The  motions  were  loose,  and  from  time  to 
time  contained  blood,  but  little  slime.  There  was  pitting  oedema  of 
both  legs,  the  left  calf  measuring  14  in.  in  circumference,  and  the  right 
calf  12  in.  This  difference  in  measurement  suggested  that  the  cause  was 
local  and  not  due  to  a  disorder  of  the  blood,  heart  or  kidneys.  The 
urine  was  clear,  and  contained  a  trace  of  albumin.  The  heart  was 
normal,  the  pulse  regular,  96  beats  a  minute,  and  the  blood  pressure 
150/100  mm.  Hg.  There  was  no  thickening  of  the  brachial  arteries. 

I  could  find  no  abnormality  of  the  abdomen  on  clinical  examination 
it  was  not  distended,  there  was  no  tenderness,  and  the  c°  °n  was  no 
palpable  The  opening  of  the  bowels  appeared  to  be  related  to  the 
ingestion  of  food,  as  if  there  was  an  exaggeration  of  the  gas  ro-cohc 
reflex  The  complete  absence  of  abdominal  pain  is  unusual  in  ulcera  i\ 
rnlitis  and  suggested  the  possibility  that  the  diagnosis  was  incorrect. 

One  could  not  help  feeling  very  sorry  for  this  comparatively  young 
woman  who  was  afraid  to  leave  her  home  even  for  short  periods  on 
account  of  sudden  and  uncontrollable  actions  of  the  bowels,  and  who 
was  bearing  her  affliction  so  bravely.  I  advised  that  a  course  ot 
spasmodics  should  be  given,  Pro-Banthine,  and  tincture  of  befiadonna 
c  there  was  probably  a  rapid  intestinal  transit  time.  A  month  later 

that  there  was  no  definite  improvement  with 
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the  treatment,  and  so  I  arranged  for  her  admission  to  hospital  for 
further  investigations. 

Mrs.  B.  came  into  hospital  early  in  May  and  now  told  me  that  a 
new  symptom  had  appeared.  Since  seeing  me  in  March  she  had 
suffered  almost  continuously  from  abdominal  pain  low  down  on  the 
right  side.  The  bowels  were  opened  about  eight  times  by  day,  and  not 
at  all  by  night.  The  motions  were  light  brown  in  colour  and  there  was 
no  blood  or  mucus  visible.  I  examined  the  abdomen  again  and  was 
surprised  to  find  a  mass  in  the  right  iliac  fossa.  It  was  easily  felt, 
tender  and  measured  3  in.  from  above  downwards,  and  2  in.  across. 
The  mass  appeared  to  be  in  the  region  of  the  ceecum  and  1  wondered 
whether  it  was  inflammatory  or  tuberculous.  When  the  patient  stood 
out  of  bed  the  abdominal  wall  was  a  little  prominent  over  the  region  of 
the  mass.  There  was  now  no  oedema  of  the  legs,  the  swelling  having 
disappeared  completely  with  the  rest  in  bed.  The  temperature  was 
normal.  I  asked  a  surgeon  to  see  Mrs.  B.  and  he  reported  “  I  am 
uncertain  about  the  nature  of  the  lump  on  which  you  wanted  my 
advice,  but  it  strikes  me  as  a  possible  carcinoma  of  the  caecum.  The 
obstructive  attack  with  colic  which  she  recently  had  would  fit  in,  as 
would  the  history  of  colitis.  I  also  did  a  sigmoidoscopy  and  had  a 
good  view  of  the  whole  rectum,  though  not  further.  The  appearances 
in  the  rectum  are  those  of  procto-colitis,  with  a  rather  watery-looking 
mucosa,  which  bleeds  easily  at  the  least  touch.  The  barium  enema 
will  probably  indicate  the  need  for  some  sort  of  resection.” 

A  barium  enema  examination  was  therefore  carried  out,  and  the 
radiologist  reported,  “The  barium  passed  without  any  obstruction 
round  to  the  caecum.  There  was  no  filling  defect  or  other  evidence  of 
abnormality.  Evacuation  of  the  colon  was  normal  ” 

The  diagnosis  was  now  clearly  very  difficult.  There  was  no  definite 
evidence  the  patient  had  ulcerative  colitis,  and,  as  mentioned  above 

lllM^V011?  agamSt  the  The  previous  diarrhoea  may 

the  bleed  \°  lntestlnal  hurry>  but  'his  would  not  account  for 

the  bl  edmg.  The  latest  development,  the  pain  and  swellinu  m  the 

right  iliac  region,  might  be  due  to  an  inflammatory  mass  or  to  a  tuher 

The  blood  urea  °~S- 

was  amoderate^degree  ofansm^thTblo^  ”  ‘k  dep0sit' ' 

Alliens  per  c.mm.,  Hb.  82  per  c’ent,  £ 
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c.mm.,  polymorphs.  57  per  cent,  lymphocytes  27  per  cent,  monocytes 
14  per  cent,  eosinophils  1  per  cent,  basophils  1  per  cent.  The  Van 
Slyke  urea  clearance  test  showed  a  normal  renal  function  of  101  per 
cent. 

I  examined  the  abdomen  again  two  days  later.  The  mass  in  the 
right  iliac  fossa  was  very  much  smaller  and  more  difficult  to  detect. 
The  caecum  now  appeared  to  be  thickened  and  tender,  but  there  was  no 
abdominal  distension.  After  another  three  days  the  mass  had  dis¬ 
appeared,  and  all  that  remained  resembled  a  thickened  pencil-shaped 
ridge  in  the  line  of  the  caecum,  which  was  still  tender. 

Mrs.  B.  was  given  Sulphasuccidine  by  mouth,  10  G.  daily,  as  a 
preliminary  to  operation,  but  the  drug  did  not  suit  her.  The  abdomen 
became  much  more  uncomfortable,  and  the  bowel  actions  were  in¬ 
creased  from  five  to  ten  in  the  twenty-four  hours.  The  patient  did  not 
look  so  well,  the  face  being  thinner  and  more  pale,  and  after  four  days 
the  Sulphasuccidine  was  discontinued.  The  operation  was  arranged 
for  May  17th,  but  a  few  days  before,  an  acute  thrombosis  developed 


in  the  left  saphenous  vein. 

On  May  27th  a  laparotomy  was  performed.  Perhaps  no  one  was 
more  surprised  than  the  surgeon  to  find  an  inflamed  appendix.  The 
appendix  was  in  a  retro-aecal  position.  The  colon  was  normal  as  far 
as  the  mid-transverse  region,  then  it  became  very  thin  and  spastic  to 
the  rectum.  All  the  other  abdominal  organs  were  normal,  except  for  a 
cyst,  1  in.  in  diameter,  in  the  left  ovary.  The  patient  had  asked  to  be 
sterilized  at  the  operation,  and,  after  consultation  with  a  gynaecologist, 
it  was  decided  that  this  should  be  done,  owing  to  her  prolonged  illness, 
her  age,  and  the  size  of  her  family,  a  girl  aged  twenty-one,  a  girl  aged 
eighteen,  a  boy  aged  ten,  and  twins  aged  eleven  months.  The  surgeon 
therefore  tied  both  tubes  and  excised  a  short  section  from  each.  The 
pathological  report  on  the  appendix  was  “Swollen  appendix,  2 *  in. 
long,  with  congested  serosa.  Section  shows  increased  fibrosis  of  the 
appendix  with  chronic  active  inflammation  m  the  wall.” 

After  the  operation  streptomycin  was  injected  intramuscularly, 

0  5  G  every  eight  hours  for  three  days.  The  drainage  tube  was  removed 

on  the  fifth  day.  Ten  days  after  the  operation  Mrs.  B.  said  that  she 
felt  much  better.  The  bowels  were  opened  three  to  four  times  a  day 
but  the  urgency  had  disappeared;  the  motions  were  more  formed 
than  before  the  operation,  but  not  yet  of  normal  consistency.  The 
patient  went  home  on  June  8th  feeling  and  looking  much  better,  and 
at  the  end  of  the  month  she  wrote  to  report  progress  as  follows  I 
am  now  perfectly  normal  in  my  bowel  actions.  1  eat  all  foods,  which 
is  lovely  after  nearly  four  and  a  half  years’  dieting.  Since  being  abou 
more  on  my  legs,  my  ankles  have  started  to  swell  again,  the  left  more 

than  the  right,  as  always.” 
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Six  weeks  later  Mrs.  B.  wrote  to  me  again.  She  said  that  she  was 
very  well  and  was  frequently  being  told  how  fit  she  looked.  There  was 
no  diarrhoea.  The  bowels  were  usually  opened  at  about  9  a.m.  and 
5  p.m.,  but  she  was  troubled  with  flatulence  chiefly  Irom  the  mouth. 
The  legs  were  better  than  before  the  operation,  but  they  were  still 
swollen.  She  found  that  if  she  walked  a  good  deal  the  swelling  was 
considerably  less,  whereas  on  pottering  about  in  the  house  the  legs  and 
ankles  became  larger.  At  Christmas  1954  Mrs.  B.  wrote  to  say  that 
she  was  still  very  well  and  leading  the  normal  life  of  a  farmer’s  wife. 

Comment.  It  appears  probable  that  the  mass  which  was  present  in 
the  right  iliac  region  for  a  few  days  was  the  caecum  distended  by 
intestinal  contents,  and  the  tenderness  was  due  to  the  inflamed  retro¬ 
cecal  appendix.  The  diarrhoea  was  presumably  secondary  to  the 
chronic  inflammation  of  the  appendix,  and  as  soon  as  this  was  removed, 
the  diarrhoea  ceased.  The  diagnosis  of  ulcerative  colitis  was  therefore 
incorrect  and  the  swelling  of  the  legs  was  due  to  a  local  cause,  phlebitis, 
and  not  to  a  general  one.  Had  it  not  been  for  the  attack  of  abdominal 
pain  with  the  appearance  of  the  lump  for  a  few  days,  and  for  the  fact 
that  the  patient  was  examined  at  this  time,  the  cause  of  the  trouble  would 
probably  not  have  been  discovered. 


THE  YOUNG  ATHLETE 


“  Know  ye  not  that  they  which  run  in  a  race  run  all ,  but  one  receiveth 

the  prize?  ” 

The  First  Epistle  to  the  Corinthians 

A  boy,  fourteen  years  of  age,  ran  in  the  100  yards  race  at  school, 
early  one  June.  Before  the  race  he  felt  perfectly  well.  He  failed  to 
gain  a  place,  and,  almost  immediately  afterwards,  was  prostrated  with 
palpitations,  shortness  of  breath  and  giddiness. 

Amongst  the  spectators  at  the  sports  was  a  doctor  who  made  an 
immediate  examination  and  found  the  boy  very  pale  and  collapsed, 
the  pulse  being  imperceptible  at  the  wrist.  On  palpation  over  the 
praecordium  the  heart  beat  was  completely  irregular.  The  boy  was 
taken  home  in  a  car  and  put  to  bed ;  soon  the  tone  of  the  heart  improved 
and  a  few  of  the  impulses  were  transmitted  to  the  wrist.  As,  however, 
he  still  felt  very  giddy  at  6  p.m.,  four  hours  after  the  race,  he  was  taken 
to  hospital  and  admitted  with  a  provisional  diagnosis  of  auricular 
fibrillation. 

The  house  physician  noted  that  the  patient  was  cheerful  and 
appeared  to  be  quite  fit,  being  unaware  of  any  palpitations  or  cardiac 
irregularity.  His  only  complaint  was  an  occasional  feeling  of  giddiness. 
The  pulse  was  of  good  volume,  but  irregularly  irregular,  the  rate  at  the 
wrist  varying  between  80  and  92,  but  at  the  apex  the  heart  sounds  were 
heard  at  over  160  beats  a  minute.  There  was  no  evidence  of  cardiac 
enlargement,  no  murmurs  were  heard  over  the  praecordium,  and  there 
were  no  signs  of  right-  or  left-sided  heart  failure.  The  boy  did  not 
appear  to  be  seriously  ill,  but  at  9.45  p.m.  he  was  examined  by  a  cardio¬ 
logist,  who  found  the  pulse  rate  80-90  a  minute,  irregular  and  jerky. 
The  cardiac  rhythm  at  the  apex  was  described  as  “  chaotic.”  There 
were  loud  beats,  about  150-180  a  minute,  with  numerous  sounds  in  the 
background,  too  rapid  to  count.  The  electrocardiogram  (see  Fig.  9) 
showed  what  appeared  to  be  an  irregular  ventricular  tachycardia,  with 
widened  QRS  complexes.  The  ventricular  rate  was  300  a  minute 
This  is  particularly  interesting  in  view  of  the  fact  that  Prinzmetal  (1) 
states  that  such  a  rapid  ventricular  rate  is  impossible,  and  also  because 
the  patient  was  unaware  of,  and  quite  undisturbed  by  such  an  unusual 
rapidity  of  cardiac  action.  The  nature  of  the  arrhythmia  was  not  clear, 
but  it  was  suggested  that  the  condition  might  be  a  ventricular  tachy¬ 
cardia,  or  auricular  fibrillation  with  little  or  no  A-V  block. 

Five  grains  of  quinidine  were  now  given  by  mouth  with  a  remarkable 
response,  for  one  hour  later  the  electrocardiogram  showed  a  regular 
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Fig.  9.  Irregular  ventricular  tachycardia,  300/minute. 

cardiac  rhythm,  80  beats  a  minute,  with  a  short  P-R  interval  of  0-11 
second  (see  Fig.  10).  The  normal  P-R  interval  varies  between  0T2 
and  0-2  second,  with  an  average  of  0-16  second.  The  cardiologist 
suggested  that  there  had  probably  been  an  attack  of  paroxysmal 
ventricular  tachycardia.  The  patient  was  kept  in  bed  and  remained 
very  well,  quinidine  being  given  by  mouth  in  doses  of  gr.  3  t.i.d.  A 
further  electrocardiogram  was  taken  two  days  later,  which  showed  a 


Fig.  10. 


Regular  rhythm.  Short  P-R,  O  il  second. 
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regular  rhythm,  with  a  short  P-R  interval  of  0-10  second.  There  was 
slight  slui  i  ing  between  the  P  wave  and  the  QRS  complex  seen  in  lead  II 
and  in  leads  V.5  and  V.6,  characteristic  of  “pre-excitation  ”  of  the 
ventricles,  a  condition  frequently  associated  with  paroxysmal  tachy¬ 
cardia,  and  which  is  a  form  of  the  Wolff-Parkinson-White  syndrome 
(see  Fig.  1 1). 

Excessive  pulsation  of  the  left  ventricle  and  of  the  aorta  was  seen 
on  screen  examination  of  the  chest.  The  left  ventricle  was  prominent, 
and  X-ray  examination  with  a  barium  swallow  indicated  there  was  no 
enlargement  ol  the  left  auricle.  The  patient  was  kept  in  hospital  for 
ten  days,  during  which  time  the  temperature  was  normal. 

On  considering  the  history  of  the  case  it  appeared  to  me  unlikely 
that  the  original  diagnosis  of  auricular  fibrillation  was  correct,  for 


Fig.  11.  Regular  rhythm.  Short  P-R,  010  second.  Slurring  between 
P  and  QRS  in  Leads  II,  V.5  and  V.6. 


there  was  no  history  of  rheumatic  fever,  chorea  or  growing  pains. 
The  patient’s  tonsils  had  been  removed  ten  years  previously,  and  the 
only  illnesses  from  which  he  had  suffered  were  whooping-cough  at  the 
age  of  four  years,  mumps  and  measles  a  year  later,  and  chicken-pox 

seven  years  ago.  . 

On  returning  home  he  was  advised  to  take  quinidtne  by  mouth, 

ar.  3  t.i.d.  for  six  weeks,  and  was  forbidden  to  indulge  in  any  running 
exercise  Two  months  later  the  boy  returned  to  hospital  lor  re¬ 
examination.  He  had  only  been  able  to  take  the  quinidine  for  the  first 
three  weeks,  as  intolerance  of  the  drug  developed,  resulting  in  nausea 
and  headache.  The  heart  was  seen  on  screen  examination  to  be  ol 
full  size,  but  not  enlarged.  The  rate  was  60  a  minute,  there  were  no 
murmurs,  but  sinus  arrhythmia  was  present.  The  blood  pressure  was 
130/60  mm.  Hg.  The  electrocardiogram  (see  Fig.  12)  showed  a  short 
P-R  interval  of  010  second  with  slight  splintering  of  the  QRScomplexes, 
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and  the  condition  was  diagnosed  as  the  WolfF-Parkinson-White  syn¬ 
drome.  The  physician  advised  the  boy  that  he  must  not  run  in  any 
race  or  play  football,  except  perhaps  in  goal,  for  the  next  few  years, 
and  should  a  further  attack  of  tachycardia  occur,  he  must  take  quinidine 
gr.  3  immediately. 

Comment.  The  most  interesting  feature  in  this  case,  from  the 
clinical  point  of  view,  was  the  fact  that  the  patient  was  undisturbed, 
when  resting  in  bed,  by  a  ventricular  rate  of  300  a  minute.  This  syn¬ 
drome  was  first  described  by  Wolff,  Parkinson  and  White  (2)  in  1930. 
The  characteristic  electrocardiographic  features  are:  (a)  Shortening  of 
the  P-R  interval,  usually  to  0-12  second,  or  less,  (b)  Widening  of  the 
QRS  complex.  There  is  often  a  gradual  slope  of  the  QRS  complex, 
with  slurring  at  its  onset.  The  P-S  interval  is  normal,  (c)  Changes  in 
direction  of  the  QRS  complex,  with  right  or  left  axis  deviation. 


CHI 


Fig.  12.  Sinus  arrhythmia.  Short  P-R,  0-10  second.  Slight  splintering  of  QRS. 


(d)  Changes  in  the  S  T  segments  and  T  waves,  (c)  Paroxysmal  supra¬ 
ventricular  tachycardia,  auricular  extrasystoles,  auricular  flutter  or 
auricular  fibrillation.  The  condition  was  originally  described  as 
bundle-branch  block,  but  it  is  now  thought  to  be  due  to  “  pre-excita 

tl0n  “  accelerated  conduction.”  This  means  that  the  impulse 

instead  of  being  delayed  in  its  passage  from  auricle  to  ventricle  is 
accelerated  lVIany  theories  have  been  propounded  to  account  for  'the 
W.P.W.  syndrome,  and  they  fall  into  two  groups.  Thus  the  impulses 
may  pass  unduly  rapidly  from  auricle  to  ventricle  along  an  abnormal 
connecting  path  which  is  present  at  birth.  Such  a  bundle  was  described 
y  ent  (3)  in  young  rats  and  rabbits  connecting  the  right  auricle  with 
he  right  ventricle,  and  he  subsequently  identified  i,  in  the  humatheart 
as  the  right  lateral  bundle.”  The  impulse,  passing  along  "ac 
would  reach  the  right  ventricle  before  arriving  at  the  left  ventricle’ 
Alternatively,  the  impulse  may  travel  from  auricle  to  ventricle  along 
the  normal  pathway,  but  its  passage  through  a  portion  of  the  A-V 
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node  may  be  accelerated.  There  is  normally  a  delay  in  the  passage  of 
the  impulse  from  auricle  to  ventricle  in  the  A— V  node,  otherwise  the 
auricles  and  ventricles  would  contract  simultaneously.  If  we  accept  the 
latter  theory  then  the  site  of  production  of  the  W.P.W.  is  nodal.  Prinz¬ 
metal  has  postulated  that  in  some  cases  the  stimulus  arises  in  the 
ventricle,  giving  rise  to  ventricular  tachycardia.  It  can  be  produced 
experimentally  by  catheterization  of  the  ventricles  in  man  or  by  elec¬ 
trical  stimulation  of  the  ventricles  in  dogs.  It  is  thought  to  be  an 
acquired  and  not  a  congenital  abnormality,  associated  with  some 
disease  of  the  heart  muscle,  such  as  may  occur  after  coronary  thrombosis. 

If  in  the  case  described  above,  the  tachycardia  is  ventricular  and 
not  supraventricular  in  origin,  it  is  unusual  as  it  occurred  in  what  is 
apparently  a  healthy  heart. 

The  W.P.W.  syndrome  generally  shows  itself  before  the  age  of 
thirty,  and  males  are  said  to  be  affected  more  commonly  than  females. 
Schott  (4)  has  described  a  case  which  was  diagnosed  in  an  infant  aged 
eight  months,  associated  with  probable  congenital  heart  disease.  In 
children  or  adults  the  condition  is  usually  benign,  but  sudden  death 
may  occur  in  an  attack  of  tachycardia.  The  attacks  are  very  liable  to 
develop  after  exercise,  but  why  a  portion  of  the  A-V  node  should  allow 
the  impulses  to  pass  through  unduly  rapidly,  or  why  a  focus  of  activity 
should  suddenly  develop  in  a  ventricle,  are  questions  which  at  present 
have  received  no  satisfactory  answers. 
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ARTHRITIS  ? 


“  We  are  not  ourselves , 

When  nature ,  being  oppress'd,  commands  the  mind 
To  suffer  with  the  body." 

King  Lear 


One  day  in  the  late  spring  of  1954  I  was  asked  by  a  rheumatic 
specialist  to  see  a  lady,  sixty-one  years  of  age,  whom  he  had  treated 
for  about  two  years  for  “  an  active  arthritis,  though  not  the  rheumatic 
type.”  The  measures  employed  varied  from  an  anti-rheumatic  vaccine 
to  Auro-Calcium,  progesterone  and  heavy  doses  of  vitamins  Bx  and  B(;. 
Several  teeth  had  also  been  enthusiastically  extracted  to  eliminate  a 
possible  source  of  focal  sepsis.  The  patient,  unfortunately,  made  little 
or  no  progress  and  the  hands  were  getting  worse.  The  sedimentation 
rate  of  the  red  cells  was  said  to  have  increased  considerably  between 
June  1952  and  April  1954.  The  rheumatologist  concluded  his  letter  to 
me  thus:  “  Her  complexion  has  been  almost  jaundiced,  and  I  shall  be 

most  grateful  if  you  could  give  me  a  diagnosis  and  suggestions  for 
treatment.” 

After  reading  the  letter,  in  which  these  details  were  given  I  had 
httle  hope  of  being  able  to  throw  any  further  light  on  the  problem 
The  condition  appeared  to  be  a  steadily  progressive  multiple  arthritis' 
The  patient  consulted  me  towards  the  end  of  May  She  told  me 
that  she  had  led  a  “very  busy,  tiring  and  strained  life  ”  for  many 

CT',  Y^u10"  t0  household  duties  she  was  a  successful  novelist 
but  lately  had  been  so  tired  that  she  felt  she  could  carry  on  no  longer’ 

Both  power  of  concentration  and  memory  were  much  impaired  writing 
shift ■beCOmf  T\  dlfficu,t’  and>  owing  <0  stiffness  of  the  fingers  and 

chapter'  ^  ^/fup  1  ^  ^  ^ 

aching  mistakes.  !  JZ  SM  waft 

symptoms  hadSbecome^slow’ly^andTnsidiously'more°evereUTlien*a't'tbe 

reuin^p^nfdorrmfn^r1  * 

weight,  especially  around  the  waist,  and  Lt"  VaX^llf 


50 


DESCRIPTIVE  CASES 


with  swellings  under  the  eyes.  Mrs.  K.  said  to  me  “  1  wonder  whether 
this  very  unpleasant  swelling  of  my  fingers  and  my  depression  and 
liverishness  could  be  due  to  gout.”  She  added  that  her  clothes  no 
longer  fitted  and  that  she  noticed  swellings  all  over.  She  was  much 
troubled  during  the  night  by  a  “  pins  and  needles  ”  sensation  in  the 
hands  and  wrists,  but  the  hands  were  not  stiff  on  waking  in  the 
morning.  This  made  me  suspect  that  the  condition  was  not  one  of 
rheumatoid  arthritis. 

For  the  last  thirty  years,  following  sleeping  in  a  damp  bed  on  a  farm, 
Mrs.  K.  had  been  subject  to  rheumatism,  and  paid  periodic  visits  to 
spas  abroad,  such  as  Aix-les-Bains  and  Loeche-les-Bains. 

I  now  made  my  examination.  The  patient’s  movements  were  all 
slow  and  heavy,  the  voice  low-pitched.  The  face  was  round  and  full, 
with  swellings  under  the  eyes.  The  complexion  was  sallow  and  the 
skin  generally  had  a  slightly  yellowish  tinge,  although  there  was  no 
icterus  of  the  conjunctiva.  The  skin  was  dry  and  flaking  off  the 
abdomen  and  legs.  It  was  thickened  on  the  forehead,  on  the  palms 
of  the  hands,  and  in  the  interdigital  spaces.  The  fingers  were  stiff  and 
swollen,  and  the  subcutaneous  tissue  felt  thick.  Heberden  s  nodes 
were  present  at  the  proximal  extremities  of  some  of  the  distal  phalanges, 
but  there  was  no  evidence  of  arthritis  elsewhere.  The  grip  was  not 
reduced,  as  is  always  the  case  in  active  rheumatoid  arthritis  affecting 
the  hands.  The  patient  told  me  she  felt  the  cold  very  markedly,  and  I 
noted  that  the  skin  of  the  body  and  limbs  was  cold  to  the  touch  There 
was  no  oedema  of  the  legs  or  ankles.  The  weight  was  10  st.  3  lb. 
(clothed)  which  was  about  a  stone  above  the  patient’s  normal  weight, 
the  height  being  5  ft.  7  in.  There  was  border-lme  enlargement  of  the 
heart  as  shown  on  X-ray  examination.  The  heart  sounds  lacked 
^one  in  fact  they  were  extremely  feeble,  but  there  were  no  murmurs. 
A  further  noticeable  feature  of  the  cardiac  examination  was  the  lowness 
Of  the  beats  only  48  a  minute.  The  blood  pressure  was  134/70  mm.  Hg. 

ThC  abdX^hT™"r^  d  w  Xab^e  1  an  adenoma,  .  in.  in 
region.  The  thyroid  gland  £  ^  (he  rjght  lobe.  The  mouth 

diameter,  was  visible  p  PQon  after  five  minutes,  only  registered 

temperature,  taken  in  the  The  curves  were  of  low  voltage. 

9T  F.  I  took  an  electrocardiogram^  ^  curves  >  were  ^  T  wa$ 

Tte  f  dtcVThV Winter/",  was  prolonged  to  0-6  sec  the  norma, 
averaging1 0-46  "sec.^  so  there  was  delay  in  conduction  of  the  impulse 

through  the  whole  heart.  The  rate ■  was  ■  been  overlooked 

The  diagnosis  was  although  ^  y  ^  tQ  the 

Passed  so  gradually  that  those 
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in  closest  association  with  the  patient  did  not  notice  them,  whereas  to 
the  stranger,  seeing  her  for  the  first  time,  they  were  clearly  apparent. 

There  could  be  only  one  diagnosis  which  would  explain  all  the 
features  of  the  case,  the  mental  deterioration,  the  hebetude,  the  gain 
in  weight,  the  dry  cold  skin  with  a  slightly  yellowish  tinge,  the  stiffness 
of  the  hands,  the  thickening  of  the  skin  in  certain  areas  where  it  almost 
assumed  the  consistency  of  tortoise  skin,  the  constipation,  the  slow 
pulse,  the  low  temperature,  and  the  low  voltage  curves  in  the  electro¬ 
cardiogram.  Seeking  for  a  further  confirmation  of  my  diagnosis,  if 
further  confirmation  were  required,  I  asked  “  Has  your  voice  altered 
Mrs.  K.  ?  ”  to  which  she  replied,  “  Yes,  it  has.  When  I  answer  the 
telephone  my  friends  think  it  is  the  man-servant  speaking.” 

All  the  textbook  features  of  myxcedema  were  not  present,  but  they 
never  are  in  an  individual  case.  Thus  there  was  no  loss  of  hair  on 
the  head  or  on  the  outer  sides  of  the  eyebrows,  there  was  no  malar 
Hush,  there  were  no  supraclavicular  pads,  there  was  not  the  inane 
expression  on  the  face  which  one  usually  sees  in  photographs  published 
to  illustrate  myxcedema,  there  was  no  enlargement  of  the  tongue  and 
no  deafness.  But  there  was  ample  clinical  evidence  on  which  to  make 
e  diagnosis  and  the  solution  of  the  problem  was  much  simpler  than 
1  expected  when  I  read  the  introductory  letter. 

In  such  a  severe  and  long-standing  case  of  myxoedema  it  is  advisable 
to  admit  the  patient  to  hospital  in  order  to  observe  the  effect  of  treat¬ 
ment  and  to  establish  a  maintenance  dose  of  thyroid  extract  Fnrthe 
e  a  ministration  of  the  (hyroid  must  be 

rest  in  bed  as  part  of  the  treatment  ?  Y  d  f  comPlete 

bas^^me'ta^olic  rat^wa riow11*—  36*^  f  m»ma,  for  the 

serum  cholesterol  high  350  mg  /lOO^c^Th Robertson  Reid)>  and  the 

c.mm  Hb.  93  per  cent,  C.I.  1  -0,  white  cells  10  700  t  °nS  per 
morphs.  78  per  cent,  lymphocytes  18  n^  Y  ’™0  Per  cmm-’  PoY 
eosinophils  I  per  cent.  Despite^he  elonn  ’  monocytes  3  Per  cent, 
rate  of  the  red  cells  before  admission  we  f  Y  K^°u  °n  the  sedimentation 

plasma/1  hour  (Westergren)  and  1 2  mm  read,n8  to  be  7  mm. 

Wintrobe).  8  nl  ana  2  mm./l  hour  (corrected  for  ansmia. 

®S^CTyt>ridfUm  (B  P-)  i  daily  by 
-nd  was  a  little  stronger.  After  another  £££« 
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thyroid  extract  had  been  increased  to  gr.  \  q.i.d.,  the  apex  rate  had 
risen  to  58  a  minute.  The  skin  was  very  dry  and  the  patient  still  com¬ 
plained  of  the  cold,  although  confined  to  bed.  She  said,  “  I  feel  much 
more  cheerful,  but  frightfully  indolent.  I  had  a  bath  this  morning  and 
feel  I  have  done  a  hard  day’s  work.  I  am  beginning  to  enjoy  doing 
nothing.  The  tingling  has  gone  from  my  hands.”  By  now  there  was 
a  distinct  change  in  her  appearance,  the  face  was  thinner  and  the  voice 
of  a  higher  pitch.  At  the  end  of  the  second  week  the  thyroid  dosage 
had  been  raised  to  gr.  2£  daily.  The  urine  output  now  suddenly 
increased  from  60  to  105  oz.  in  the  twenty-four  hours.  I  had  been 
looking  for  this  diuretic  crisis  as  indicating  the  efficacy  of  the  thyroid 
treatment,  and,  as  usually  happens,  a  few  days  later  the  renal  excretion 


fell  to  about  80  oz.  in  the  twenty-four  hours. 

When  the  thyroid  dosage  reached  a  total  of  gr.  3£  in  the  twenty- 
four  hours  Mrs.  K.  felt  for  the  first  time  a  little  hot  and  experienced 
slight  praecordial  discomfort.  The  apex  rate  had  now  risen  to  70  a 
minute,  and  the  temperature  was  a  degree  higher  than  on  admission, 
98  -2°  F.  as  against  97  *2°  F.  The  weight  had  fallen  from  10  st.  (stripped) 
on  admission,  to  9  st.  6  lb.  The  dose  of  thyroid  was  maintained  at 
gr.  daily  for  the  next  ten  days,  until  June  26th.  The  basal  metabolic 
rate  had  now  risen  to  -j-  1  per  cent.  The  skin  was  slightly  moist  in  the 
axillae  and  on  the  back  of  the  hands  it  was  more  lax,  the  palms  were 
softer  and  the  swelling  of  the  fingers  less  noticeable.  There  had  been 
no  recurrence  of  the  tingling  of  the  fingers  or  hands.  Mrs.  K  was 
more  alert,  but  she  said,  “  My  body  is  clumsy  rather  than  weak.  I 
feel  I  have  not  control  of  my  body  on  getting  out  of  bed  in  the  morning, 
especially  on  taking  a  comb  to  do  my  hair,  and  I  am  very  apt  to  drop 
things.”  She  was  now  reading  quite  serious  books,  but  she  said,  1 
read  as  if  I  had  a  slight  temperature.  I  take  in  what  I  am  reading  at  the 
moment  but  ten  minutes  later  I  could  not  pass  an  examination  in  it. 
I  feel  that  my  mind  has  lost  its  edge,  and  1  am  doing  everything  in  a 
doze  ”  By  June  30th  the  patient  was  out  of  bed  for  six  hours  a  day  with 
her  clothes  on.  She  was  walking  a  little  along  the  corridor,  but  felt 
very  tired  after  each  excursion.  The  electrocardiogram  was  now  normal 
thedeflections  were  well  marked,  and  there  was  no  electrocardiographic 

"‘MTS6  K  complained,  however,  that  her  hand  was  still  shaky  if  she 
tried^to  wite°a  fetter  or 

ToC°CtlpedaUyPa°tVthe  back  of  the  scalp.  The  blood  pressure 
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Had  the  condition  been  diagnosed  sooner  and  the  treatment  com¬ 
menced  earlier,  it  probably  would  not  have  been  necessary  to  give  a 
larger  dose  than  gr.  3  a  day  of  thyroid  extract,  to  restore  the  patient  to 
mental  and  bodily  well-being. 

She  was  now  walking  out  of  doors  each  day  in  the  garden,  and  I 
began  to  exercise  her  on  the  stairs,  first  one  stair  a  day  up  and  down, 
increasing  by  a  step  daily  up  to  nine  stairs.  On  July  31st  I  increased 
the  thyroid  to  gr.  1  q.i.d.  With  this  dose  she  felt  more  energetic  and 
the  palms  and  axillae  were  moist,  but  the  mental  faculties  were  still 
impaired.  In  order  to  improve  these  I  increased  the  thyroid  by  gr.  £ 
daily  up  to  gr.  5  a  day. 

Mrs.  K.  now  noticed  a  distinct  improvement  in  concentration  and 
she  I  el  t  brighter,  in  fact  I  made  a  note  that  she  was  extremely  vivacious. 
She  tired,  however,  very  quickly  on  walking,  and  found  visitors  very 
exhausting  if  they  extended  their  stay  to  three-quarters  of  an  hour. 
Her  weight  was  slowly  falling  and  it  was  now  8  st.  7  lb.  (stripped)  and 
she  was  too  thin  for  her  height.  Five  and  a  half  grains  of  thyroid  a 


day  proved  too  much,  the  patient  being  conscious  of  a  feeling  of  heat 

Q  tin  n T  m J.V _ n  ,  i  «  .  ^ 


and  of  pnecordial  discomfort,  and  so  the  maintenance  dose  was  fixed 
at  gr.  5  a  day,  administered  now  as  a  single  tablet  in  the  mnminn 


V™  “  *u,uici  seven  months  Mrs.  K. 
dose  of  thyroid,  gr.  3. 


ugh  still  easily  mentally  tired  by 
was  alert,  active  and  cheerful,  and 
thyroid,  gr.  5  every  morning. 
K.  appeared  stabilized  on  a  daily 


AN  EARLY  COUNTRY  CASE 


One  morning  in  July  1926  I  received  a  telephone  message  asking 
me  to  come  as  soon  as  possible  to  see  a  patient  who  was  very  ill  in 
North  Wales.  1  had  made  all  arrangements  to  go  away  for  my  summer 
holiday  the  next  day,  but  had  no  hesitation  in  deciding  to  postpone 
my  departure  for  a  day,  for  country  cases  were  still  few  and  far  between 
and  a  consultation  250  miles  distant  had  not  yet  come  my  way. 

Leaving  Euston  by  the  8.45  night  mail  we  made  a  quick  run  to 
Chester,  arriving  there  some  three  hours  later.  I  had  now  to  change 
into  a  slow  train  for  Bangor.  Chester  Station  was  almost  deserted, 
the  waiting  room  and  refreshment  room  were  closed,  and  there  was 
nothing  for  it  except  to  walk  up  and  down  the  platform  tor  three  hours 
in  the  chilly  night  air.  The  Bangor  train  came  in  just  before  3  o'clock 
and  we  then  made  our  way  slowly  along  the  coast  of  North  Wales. 
I  was  alone  in  the  carriage  and  watched  the  dawn  coming  over  the  sea. 
Not  being  engaged  in  a  midwifery  practice,  1  could  still  appreciate 

the  beauties  of  the  early  morning. 

“  At  last,  the  golden  oriental  gate 

Of  greatest  heaven  gan  to  open  fair; 

And  Phoebus,  fresh  as  bridegroom  to  his  mate,^ 

Came  dancing  forth,  shaking  his  dewy  hair." 


It  was  a  lovely  sight,  the  sunlight  glittering  on  the  pearly  sea,  its 

beams  reflected  from  the  wet  and  tawny  sands. 

At  5  a  m  I  left  the  train  at  Bangor  and  was  met  by  Dr.  D.,  who 
had  previously  operated  on  the  patient  As  we  drow  inl his  open  car 
the  thirty  miles  to  a  seaside  town  on  the  west  coast  of  Wales,  D  .  . 

told  me  that  he  had,  three  weeks  before,  removed  what  had  appeared 

had  no  cough,  no  expectoration,  n  h  Called  in  consultation 

of  the  right  iung,  and 

considered  the  patient  was  the  operation, 

.j^edtrr  was .  — 
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embolus,  which  had  now  become  septic,  although  post-operative 
emboli  usually  occur  about  ten  days  after  an  abdominal  operation. 

We  arrived  at  the  house  of  the  general  practitioner  at  about  6  a.m., 
I  was  rather  “  weak  and  wan  from  want  of  food  and  sleep  ”  and  hoped 
that  I  should  be  asked  in  to  have  a  cup  of  tea  before  going  to  see  the 
patient.  We  knocked  at  the  front  door,  and  in  a  few  minutes  a  figure, 
clad  in  pyjamas,  appeared  at  a  first-floor  window.  It  was  the  doctor, 
and  throwing  up  the  window,  he  stood  there,  yawning.  My  hopes  of 
being  invited  in  were  quickly  dispelled  when  he  said  “  I  will  be  down 
in  a  minute  and  we  will  go  straight  on  to  the  patient.”  Putting  on  a 
pair  ot  trousers  and  an  overcoat  over  his  pyjamas,  he  appeared  at  the 
front  door  and  said  “  We  must  hurry.  I  saw  the  patient  late  last  night 
and  he  was  very  ill.  I  very  much  doubt  whether  we  shall  find  him  alive.” 
We  now  drove  on  another  ten  miles  to  a  farm  in  the  heart  of  Wales. 
The  house  was  surrounded  by  trees,  and,  as  it  came  in  sight,  we  saw  a 
light  in  a  bedroom  window.  Dr.  P.  said  “  There’s  a  light  in  his  room. 
That  means  he  is  still  alive.” 

We  went  upstairs  and  I  found  a  middle-aged  man,  who  was  clearly 
very  ill.  He  was  flushed  and  cyanosed,  with  sordes  on  his  dry  and 
cracked  lips.  The  respirations  were  rapid  and  shallow,  the  pulse  rate 
110,  and  the  temperature  101  F.  He  appeared  to  be  suffering  from 
a  profound  toxaemia.  I  found  no  abnormal  signs  in  the  abdomen 
but  on  examining  the  back  of  the  chest,  just  below  the  interlobai 
fissure  on  the  right  side,  there  was  a  small  area  of  dullness,  with  weak 
bronchial  breathing,  a  few  fine  rales,  and  faint  whispering  pectoriloquy 
1  ca™  to  the  conclusion  that  the  severe  toxtemia  must  be  due  to 
a  localized  collection  of  pus  in  the  chest,  either  in  the  interlobar  fissure 
^  ,ln  ,e,  ung  substance.  The  pulmonary  infarct  had  become  now 
VT  °bar  en!pyema  or  a  lun§  abscess.  With  a  long  needle  I  explored 

shave,  we  breakfasted r  !  *  h,°T’  where’  after  a  refreshing 

sun  was  shining  brightly  over  the Tree"  °°klng  a  lovely  garden.  The 

shrubs  and  fuchias  in  full  bloom,  and  theTea'couldTse^  flowerlng 
in  the  distance.  A  little  later  I  a  •  ,  u  ^  °e  seen  shimmering 

^ThTtiext  tjg"1’.arr  V  ^ ^  ^'^'•'•rie^foT dhineT  Catc'1'ng 

pocket  which  made*  all  The  diffeTnceT'^'  W'‘h  &  CheqUe  ™  my 
wondered  whether  ,  had  done  ^thhj  pTssib“ 
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be  the  fate  of  the  invalid.  A  few  days  later  I  received  a  letter  from 
the  general  practitioner  telling  me  that  shortly  after  we  left  the  patient 
had  coughed  up  about  an  eggcupful  of  pus.  This  was  rapidly  followed 
by  a  fall  in  the  temperature  to  normal  and  there  appeared  to  be  every 
hope  of  a  steady  recovery. 


OVARIAN  ASTHMA 


Some  griefs  are  med’cinable 


Cymbeline 


I  have  called  the  disability  from  which  this  patient  suffered  ovarian 
asthma,  as  it  appeared  to  be  closely  related  to  the  periodical  changes 
in  ovarian  function. 

Mrs.  B.,  a  married  woman,  thirty  years  of  age,  had  been  employed 
recently  as  an  assistant  in  a  confectionery  business.  She  was  first 
married  in  1937  at  the  age  of  seventeen,  divorced  in  1944,  and  married 
for  the  second  time  two  years  later.  The  early  signs  of  asthma  showed 
themselves  in  1940,  when  the  patient  was  living  in  the  country;  she 
noticed  that  from  time  to  time  her  breathing  was  slightly  wheezy,  but 

^  6  attenbon  to  not  being  able  to  foresee  to  what  an  extremity 
of  suffering  she  would  be  reduced  in  a  few  years.  The  attacks  gradually 
became  more  severe,  and  in  May  of  1949  she  was  admitted  to  hospital 
in  status  asthmaticus ,  and  this  necessitated  her  remaining  in  an  oxygen 

•e"  n  0r  a  fe7^ayS\.A  notabIe  feature  of  the  illness  was  the  failure  of 
injections  of  adrenaline  to  give  relief. 

1  was  asked  to  see  the  patient  in  July  1950,  the  doctor  writing 

quent1vaiatelv°WSh  ' The  attacks  are  occurring  more  and  more  fre- 
quently  lately.  She  has  been  seen  by  an  E.NT  soecialkt  onH 

HerchesdT  ^  radiographed’  but  negative  results  were  reported 
ymaS  alS0  negative’  and>  aPart  the  usual  asthmatic 
IZ  fTl  IS  n°‘hmg  t0  be  heard'  1  have  had  her  on  AmhisanAntistm 

tion,  and  adrenahne^y^njection^^he^beco'  ^  ^  inha'a‘ 

-*  “,v.rrsi 

a.icks  even  7hougr  trunn?  SOme  focal.“^  for  the 

clear.”  ^  PP  r  respiratory  tract  is  apparently 

was^of  shght  bund^Tr'^n  fT liU'C  abn0™ab  The  Pa‘-t 
having  losl  ,*  s«.  i’n  weight  durm^he  77^  ?  $t'  4  lb'  (clothed). 
alert  but  anxious  looking  with  darfh,  K  f6  months'  She  was 
pinched  features.  I  noticed  that  he  *  a"’  bnght  eyes  and  s°mewhat 
attention  to  this  was  met  with  the  F  ”ai  s  were  bl«en,  and  on  drawing 
front  biting  them  duringThe  S  t  ^  "0t  StoP  herself 

slight  signs  of  bronchitis  expiration  w  "  ^7  The  lun«s  showed 
and  there  were  a  few  scattered  rhoncW  The  h'  pr°lon«ed  a11  over, 
blood  pressure  11 2/70 mm  Hg  andthe,,'  •  TH  heart  Was  normal,  the 

Hg-  and  the  urme  contamed  neither  albumin 
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nor  sugar.  I  could  find  nothing  abnormal  on  abdominal  examination. 
An  X-ray  film  of  the  chest  showed  no  evidence  of  disease  of  the  lungs, 
but  on  screen  examination  the  diaphragm  movements  were  seen  to  be 
very  poor,  only  \  in.  on  each  side. 

I  now  made  further  enquiries  about  the  asthmatic  attacks.  They 
appeared  to  have  no  relationship  to  locality,  foods,  animals  or  seasons. 
There  was,  however,  one  significant  fact,  the  attacks  occurred  fairly 
regularly,  usually  beginning  about  ten  days  before  the  onset  of  each 
period.  The  periods  were  regular,  recurring  every  thirty-five  days  and 
lasting  for  three  days.  The  total  loss  was  about  normal  and  there  was 
no  dysmenorrhoea.  The  patient  was  very  downhearted  and  full  ot 
despair.  “  Each  attack,”  she  said,  “  practically  bowls  me  over." 

1  arranged  for  her  admission  to  hospital  so  that  breathing  exercises 
could  be  given  to  increase  the  movements  of  the  diaphragm,  and  also 
that  I  might  try  the  effect  of  injections  of  progesterone.  The  blood 
count  was  normal  on  August  22nd,  and  there  was  no  eosinophilia. 
The  sputum  contained  no  pathogenic  organisms.  On  September  2nd, 
4th  6th  and  8th,  1  c.c.  of  Synergon  was  injected  intramuscularly. 
This  preparation  contains  in  each  cubic  centimetre  10  mg.  of  pro- 
eesterone  and  1  mg.  of  oestrone,  a  derivative  of  oestradiol.  The  period 
began  on  September  8th  and  lasted  three  days,  when  a  mild  attack  of 
asthma  developed.  Two  days  later  the  patient  left  hospital,  with 
instructions  to  inject  1  c.c.  of  Synergon  intramuscularly,  beginning 
seven  days  before  the  next  period  was  due,  the  injections  to  be  given 
every  other  day  for  five  doses,  and  to  be  repeated  each  menstrual  cycle 

The  result  was  extremely  satisfactory.  Six  months  later’  |n  March 
1951  Mrs  B.,  on  consulting  me  again,  said  "  I  am  thankful  be 
longer  an  invalid.”  She  was  now  leading  a  normal  hie,  had  gamed 
in  fb  in  weight  and  had  suffered  no  attacks  of  asthma  tor  the  last 
three  months;  About  ten  days  before  each  period  the  chest  became 

i  .r 

Taw  her  in  June 

had  been  free  from  all  asthim  ,  thirtv-five  days,  and  now 

,0  lb.  The  periods  were  still  recurring  JW  *nty  five  day 

lasted  for  four  days.  “  It  is  marvellous,  she  said, 

and  I  have  actually  done  a  little  swimming.  was 

I"  January  of  asthma 

her  reply:  1  am  100  per  cent  •  have  the  injections, 

since  1  saw  you  last.  The  lastt*°  |jttl  wheezy,  mostly  at  night 

and  three  days  before  the  period  I  was  a  little  wne  y. 
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and  in  the  latter  part  of  the  day.  My  periods  are  now  very  regular, 
on  the  18th  day  of  each  month,  and  last  four  days.” 

Comment.  It  is  believed  that  the  ovary  secretes  two  hormones, 
oestradiol,  produced  perhaps  by  follicular  tissue,  which  has  oestrogenic 


DEGENERATION  OF 
OVULATION  CORPUS  LUTEUM 
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OESTROGEN  SECRETION 

Fig.  13.  The  Menstrual  Cycle. 

The  Proliferative  Phase.  The  mucous  membrane  of  the  uterus  becomes 
thickened,  more  vascular,  and  the  glands  dilate  in  their  deeper  part. 

The  Progestational  Phase.  The  mucous  membrane  thickens,  the  glands 
enlarge  and  are  filled  with  mucus.  The  blood  vessels  become  congested  and  exude 
a  clear  or  blood-stained  fluid. 

Menstruation.  The  superficial  part  of  the  endometrium  is  shed  and  bleeding 

OfflirQ  ° 


properties,  and  progesterone,  formed  in  the  corpus  luteum.  In  the 
normal  menstrual  cycle,  when  menstruation  ceases,  oestradiol  alone 
is  secreted  from  the  Graafian  follicles  until  ovulation  occurs.  This 
period  lasts  for  about  ten  days,  and  is  known  as  the  proliferative  phase. 
About  two  days  after  ovulation  progesterone  is  secreted,  together 
with  a  diminishing  amount  of  oestradiol,  and  the  secretion  continues 
or  about  thirteen  days,  ceasing  two  days  before  the  onset  of  menstrua¬ 
tion  1  his  is  known  as  the  progestational  phase  (see  Fig.  13). 

attackTXvTnVhiSfhaSe  °f  the  mens,rual  cycle  that  the  asthmatic 
tacks  developed,  and  so  it  appeared  that  the  asthma  might  be  due 


progesterone 


Fig.  14. 


CORTISONE 
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to  lack  of  progesterone.  This  lack  might  be  caused  by  a  primary 
ovarian  defect,  or  be  secondary  to  an  insufficient  amount  of  gonado¬ 
tropic  luteinizing  hormone  which  is  produced  in  the  pituitary.  Further, 
progesterone  is  a  steroid  substance,  resembling  in  chemical  structure 
cortisone  (see  Fig.  14),  which  is  known  to  relieve  attacks  of  asthma. 
Small  quantities  of  progesterone  can  also  be  obtained  from  the  adrenal 
cortex.  It  seems,  therefore,  possible  that  progesterone  may  have  an 
effect  similar  to  cortisone  in  relieving  or  preventing  bronchial  spasm. 
The  older  theory  that  ovarian  asthma  is  due  to  a  nervous  reflex  from 
the  ovary,  is  probably  untrue,  and  should  be  replaced  by  a  hormonal 
view  of  its  origin. 


A  FATAL  ERROR 


A  woman,  seventy  years  of  age,  was  admitted  to  hospital  on 
account  of  thrombo-angeitis  obliterans,  affecting  the  left  leg.  A  year 
previously  a  lumbar  sympathectomy  had  been  performed,  but  without 
relief  of  the  pain.  A  small  ulcer  had  now  developed  on  the  leg  which 
was  very  painful,  and  the  patient’s  doctor  wrote  “  Many  remedies 
have  been  tried  without  success  and  twice  the  pain  has  been  so  severe 
that  heroin  had  to  be  given.” 

I  saw  the  lady  five  days  after  her  admission,  when  she  was  still  in 
great  pain  despite  the  administration  of  opiates,  and  advised  intra¬ 
venous  injections  of  300  c.c.  of  3  per  cent  saline  every  other  day.  On 
my  next  visit  to  the  hospital,  three  days  later,  I  enquired  after  her 


Fig  15.  Photograph  of  prescription. 


welfare,  and  was  astonished  to  hear  that  she  was  dead.  The  house 
physician  said  that  he  gave  the  injection  as  I  ordered,  but  after  he  had 
injected  al  100  c.c.  the  patient  fell  back  dead.  Post-mortem 
examination  *  .ealed  acute  pulmonary  oedema.  Knowing  that  tu\c 


1J;, 
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“  This  disease  is  beyond  my  practice.'' 


1946 


Macbeth 


Before  seeing  this  patient  the  doctor  paid  me  a  visit  to  give  details 
of  her  prolonged  ill  health  over  a  period  of  fifteen  years  or  more. 

Medical  histories  received  second-hand  are  usually  unsatisfactory, 
but  1  was  told  that  the  lady  could  not  bear  to  go  all  over  her  past 
illnesses  again,  and  would  only  consent  to  see  me  if  I  did  not  enquire 

into  them.  . 

To  summarize  a  long  story,  the  prospective  patient  was  thirty-eight 

years  of  age,  with  one  daughter  sixteen  years  old.  She  had  not  been 
well  for  at  least  fifteen  years,  and  during  the  course  of  the  last  four 
years  had  been  in  eight  hospitals  or  nursing  homes,  and  had  been  seen 
by  ten  specialists.  Since  her  childhood,  which  was  spent  in  Southern 
Europe,  diarrhoea  had  been  a  troublesome  complaint.  The  diarrhoea 
became  more  marked  about  five  years  ago,  and  eventually  she  consulted 
a  tropical  specialist  in  this  country,  who  made  a  diagnosis  ol  amoebic 
dysentery.  Many  courses  of  emetine  were  given  and  on  several 
occasions  the  liver  was  needled,  without  any  pus  being  discovered. 
Two  years  later  Mrs.  C.  was  placed  under  the  care  of  a  consulnng 
physician,  who  considered  her  ill  health  was  due  to  a  calcified  hydatid 
cys5!  in  the  liver.  He  found  no  evidence  to  support  a  diagnosis  of 
dysentery  past  or  present.  A  year  later  a  thoracic  surgeon  was ;  caUed 
in  to  remove  the  so-called  hydatid  cyst,  but  on  approaching  through 
the  diaphragmatic  route  he  found  the  calcified  cyst  was  in  the  right 
adrenaT  and  proceeded  to  extirpate  it.  After  recovering  fiom  h 

i mmmm 

to  chronic  appendici :  .  *  was  an  iUness  which  was  diagnosed 

SSSS ”«< ™ » •  L»a“  “pi"'  w“  f°” 

to  be  suffering  from  mumps  encephalitis^  considerably 

After  detailing  this  history,  which  I  may '  ^  (he  patient-s 

"The" hadTuSre'centrfrom  two  febrile  attacks  with  sore 
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throat,  and  it  was  thought  that  some  toxic  process  was  at  work, 
possibly  due  to  barbiturates  which  she  had  been  taking  for  many  years. 

The  patient,  Mrs.  C.,  was  admitted  to  hospital  a  few  days  later  and, 
in  accordance  with  my  instructions,  I  did  not  question  her  about  past 
illnesses,  neither  did  she  volunteer  any  information.  She  was  slim, 
of  medium  height,  with  a  delicate  oval  pale  face,  and  very  dark  eyes 
and  hair.  I  found  her  lying  in  bed  in  a  state  of  extreme  apathy,  but 
from  time  to  time  she  opened  her  large  brown  eyes  and  glanced  round 
the  room  with  an  almost  terrified  expression. 

There  was  little  to  be  made  out  on  clinical  examination.  The 
operation  scar,  where  a  portion  of  the  12th  right  rib  had  been  removed 
posteriorly,  was  soundly  healed,  but  still  very  tender.  The  heart, 
lungs,  abdomen  and  central  nervous  system  appeared  to  be  normal. 
The  blood  pressure  was  120/80  mm.  Hg.  The  pulse  was  regular, 
80  beats  a  minute.  The  urine  contained  no  albumin  and  no  sugar. 
The  teeth  appeared  sound,  but  the  tonsils  looked  unhealthy  and  the 
tonsillar  glands  were  palpable. 

The  investigations  gave  normal  results.  They  included  an  electro¬ 
cardiogram,  X-ray  examination  of  the  chest,  teeth,  sinuses,  pelvis,  and 
barium  meal  and  enema.  There  was  also  a  blood  count,  a  dextrose 
tolerance  curve,  examination  of  a  catheter  specimen  of  the  urine  and 
determination  of  the  sedimentation  rate  of  the  red  cells.  During  her 
stay  in  hospital  there  was  no  diarrhoea  and  the  motions  appeared 
normal.  Apart  from  an  occasional  rise  to  99°  F.  or  100°  F.  in  the 


I  asked  an  E.N.T.  surgeon’s  opinion,  and  he,  agreeing  that  the 
tonsils  were  chronically  septic,  removed  them  a  few  dav*  btPr  a  fw 
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I  wrote  to  the  patient’s  doctor  and  advised  continuing  with  the 
oestrogen,  as  ordered  by  the  gynaecologist,  for  another  two  months.  1 
concluded  by  expressing  the  hope  that  now  the  septic  focus  was  removed 
the  general  condition  would  gradually  improve.  Three  weeks  later 
Mrs.  C.  was  brought  to  see  me  and  I  was  not  surprised  to  hear  that 
she  was  still  disturbed  by  sexual  difficulties.  I  advised  her  to  see  a 
woman  gynaecologist,  but  she  did  not  do  so  for  several  months.  Later 
in  the  year,  after  two  holidays  by  the  sea,  1  was  pleased  to  find  consider¬ 
able  improvement  in  the  physical  condition.  There  had  been  a  gain 
of  8  lb.  in  weight,  but  she  was  taking  two  or  three  Allonal  tablets  every 
night,  which  produced  a  good  sleep  of  eight  hours.  I  still  considered 
that  she  was  taking  too  much  barbiturates.  She  said  she  was  going 
on  “  very  nicely,”  but  then  added  “  I  feel  very  tense.  I  cannot  relax. 
I  feel  too  tired  to  do  anything.” 


1947 

Six  months  elapsed  and  we  were  half  way  through  1947  before  I 
saw  Mrs.  C.  again.  She  then  told  me  a  queer  story  of  an  accident 
five  months  previously.  While  having  a  bath  she  became  giddy,  fell 
backwards  in  the  bath  and  crashed  the  back  of  her  head.  She  was 
so  disturbed  by  this  that  her  general  practitioner  called  in  a  psychiatrist, 
who  admitted  her  to  a  nursing  home,  where  she  had  narcosis  treatment. 
After  being  laid  up  for  nearly  five  months,  fresh  symptoms  had  appeared, 
polyuria  and  thirst.  During  the  day  she  micturated  every  one  or 
two  hours  and  sleep  was  disturbed  by  having  to  pass  water  frequently; 
a  fair  amount  being  evacuated  each  time.  Shortly  after  arriving  at  my 
consulting  rooms  she  passed  24  oz.  of  pale  urine,  with  a  sp.  gr.  of  1  002, 
and  half  an  hour  later  another  4  oz.  were  evacuated.  The  urme 
contained  no  albumin  and  no  sugar.  The  condition  was  clearly  very 
suggestive  of  diabetes  insipidus.  Barbiturates  were  still  being  taken ; 
Medinal  gr.  7|  at  night  and  various  tablets  to  relieve  pains  in  the  neck 

A  month  later  Mrs.  C.  reported  to  me  that  she  had  noticed  inter¬ 
mittent  swelling  of  both  ankles,  with  dreadful  headaches  accompanied 
by  diarrhoea.  In  the  meanwhile  she  had  consulted  a  woman  gynaeco¬ 
logist  who  had  fitted  a  birth  control  apparatus.  The  thirst  and  polyuria 
continued  unabated.  I  felt  convinced  that  a  fresh  disease  was  now 
showing  itself,  diabetes  insipidus,  and  1  advised  her  doctor  to  give  a 
weekly  intramuscular  injection  of  pitressin  tannate  1  c.c.,  and  see 
whether  it  produced  a  reduction  in  the  frequency  of  micturition  and 
urine  output  during  the  following  twenty-four  hours. 

Six  weeks  later  early  in  September,  Mrs.  C.  reported  to  me  that 
she  had  been  feeling  very  much  better.  The  frequency  ot  micturition 
was  much  less  for  twenty-four  hours  after  the  weekly  pitressin  injection. 
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She  had  also  noticed  that  the  frequency  was  less  before  each  period. 
The  blood  pressure  had  risen,  however,  to  154/100  mm.  Hg.,  and  1 
wondered  whether  this  was  due  to  the  pituitrin  injections  or  to 
pituitary  disturbance.  After  a  holiday  abroad  l  was  again  consulted 
early  in  November.  The  frequency  of  micturition,  by  day  and  by  night, 
had  now  returned,  as  the  pitressin  injections  had  been  discontinued. 
The  blood  pressure  had  fallen  to  normal,  128/80  mm.  Hg.,  although 
there  was  clinical  evidence  of  disturbance  of  water  and  probably  ol 
mineral  metabolism,  as  evidenced  by  periodical  swelling  of  the  eyelids 
and  legs,  cramps  in  the  legs,  abdominal  distension  and  diarrhoea.  The 
psychiatrist,  whom  she  continued  to  attend,  reported  that  she  was 
becoming  more  tense  again,  and  the  problem  of  sexual  intimacy  had 
only  shown  moderate  improvement,  the  co-operation  of  the  husband 
not  proving  very  satisfactory.  And  so  ended,  with  the  development  of 
what  appeared  to  be  diabetes  insipidus,  another  year.  There  was  much 
cause  for  reflection  and  much  that  was  veiled.  What  was  the  true 
history  of  the  blow  on  the  back  of  the  head  ?  Had  the  diabetes  insipidus 
followed  this,  or  was  it  a  sequel  of  the  mumps  encephalitis? 


1948 


The  year  was  only  four  days  old  when  1  was  asked  to  see  Mrs.  C. 
again.  She  was  still  complaining  of  cramps  in  the  legs,  swelling  of 
the  face  and  hands,  polyuria,  thirst  and  attacks  of  diarrhoea.  The 
injections  ot  pitressin  tannate  undoubtedly  controlled  the  urine  output, 
for  according  to  the  patient's  measurements,  the  average  fluid  intake 
was  1\  pints  and  output  9b  pints,  but  for  the  twenty-four  hours  after 
the  pituitrin  injection  the  intake  fell  to  5|  pints  and  the  output  to  2  pints. 
This  sounded  good  but,  most  unfortunately,  the  injections  upset  the 
patient  very  considerably,  so  much  so  that  she  could  not  continue 
with  them.  She  described  the  reaction  to  the  pituitrin  as  a  blurring 

headache,  a  feeling  of  great  pressure  in  the  head,  especially  behind  the 
eyes,  and  nausea. 


I  advised  Mrs.  C.  to  come  into  hospital  again  to  try  and  find  out 
the  cause  of  the  urinary  symptoms. 

X-ray  examination  of  the  skull  showed  no  abnormality  of  the 
pituitary  fossa.  The  average  fluid  intake  was  180  oz.  in  twenty-four 
ours,  the  urine  excretion  averaging  198  oz.,  with  a  sp.  gr.  of  1-004 
.e  unne  contained  no  abnormal  constituents.  After  injection  of 
.c.  pitressin  the  intake  fell  to  94  oz.  and  the  output  to  68  oz 
he  mouth  was  also  moist  for  a  short  time  after  the  injection.  There 
was  therefore  no  doubt  that  pituitrin  controlled  the  excessive  urine 

and^ndTr  exTtltl0nS  °V Water’  §iven  unknown  to  the  patient 
nd  under  exactly  similar  conditions  to  the  pituitrin  had  no  effect 
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caused  intensely  unpleasant  local  sensations,  and  pitressin  tannate 
resulted  in  the  general  reactions  described  above,  and  so  could  only 
be  given  from  time  to  time. 

There  was  now  also  a  definite  anaemia,  the  blood  count  being  red 
cells  4-5  millions  per  c.mm.,  Hb.  62  per  cent,  C.I.  0-7,  white  cells 
7,000  per  c.mm.  Differential  count  normal.  The  sedimentation  rate 
of  the  red  cells  was  also  normal. 

There  seemed  no  doubt  that  Mrs.  C.  was  suffering  from  diabetes 
insipidus,  for  which  no  cause  was  found.  It  was  presumably  due  to 
a  disturbance  of  the  pituitary  or  hypothalamus,  and  owing  to  the 
unfavourable  reaction  to  pitressin  tannate  there  appeared  no  proba¬ 
bility  of  bringing  it  under  control.  The  occult  blood  test  on  the  faeces 
was  negative,  and  no  cause  was  discovered  for  the  hypochromic 
anaemia.  In  this  unsatisfactory  state  Mrs.  C.  left  hospital  early  in 
March,  and  consulted  me  again  a  month  later. 

The  polyuria  was  not  quite  so  marked,  the  average  output  being 
about  5  pints  in  the  twenty-four  hours,  without  any  further  pituitrin 
injections.  Mrs.  C.  said  to  me  “  I  want  to  feel  human.  I  never  feel 
well.  My  legs  and  arms  ache  and  I  cannot  stand  for  very  long.  I  am 
just  a  mass  of  misery.”  She  certainly  looked  ill  and  unhappy,  and  1 
found  that  the  blood  pressure  had  risen  to  158/100  mm.  Hg. 

A  few  weeks  later  a  fresh  symptom  appeared  which  was  destined 
to  give  rise  to  much  trouble  later,  noises  in  the  head.  At  first  they 
were  described  as  being  in  the  head  and  not  in  the  ear,  but  later  they 
were  referred  to  the  left  ear.  The  anaemia  in  the  meanwhile  had 
improved  with  the  administration  ol  iron,  the  red  cells  being  4-7  millions 
per  c.mm.,  and  Hb.  83  per  cent.  During  the  year  Mrs.  C.  was  still 
taking  barbiturates  by  day  and  at  night,  and  was  still  being  treated  by 
the  psychiatrist,  and  he  reported  to  me  that  he  was  doing  his  best  to 
improve  her  emotional  state.  And  so  the  year  ended  without  any 
hope  of  recovery,  and  with  the  diagnosis  of  diabetes  insipidus  fairly 
definitely  established.  During  the  three  years  that  I  had  been  studying 
the  patient  she  did  not  appear  to  me  to  be  neurotic  and  an  organic 
basis  could  be  found  to  account  for  the  majority  of  the  symptoms, 
but  behind  all  was  the  question  of  the  barbiturates  and  the  possib  e 

domestic  incompatibility. 


1949 

The  symptoms  of  diabetes  insipidus  were  once  more  very  distressing, 
and  early  bfthe  year  further  attempts  were  made  to  resume  'he  injec¬ 
tions  of  pitressin  tannate  at  intervals  of  seven  to  ten  days.  The  urine 
ou"pufwPas  satisfactorily  reduced  to  2  pints  in  the  twenty-four  hours 

following  each  injection,  but  the  general  ref  1'°""  “Stion  of 
became  so  severe  that  Mrs.  C.  found  them  intolerable.  Reduction 
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the  amount  of  the  injection  abolished  the  reactions,  but  it  also  resulted 
in  an  absence  of  anti-diuretic  effect. 

About  this  time  a  fresh  symptom  appeared,  a  distressing  sensation 
that  the  brain  was  in  a  fog  and  a  complete  inability  to  concentrate, 
suggesting  the  possibility  of  cerebral  oedema.  The  blood  pressure  also 
rose  to  160/90  mm.  Hg.  We  now  tried  the  effect  of  injecting  a  watery 
solution  of  pitressin,  but  this  was  even  more  disastrous,  for  within  a 
few  minutes  the  patient’s  complexion  assumed  a  pale  green  hue,  and 


Fig.  16. 


Smoking  Test.  Effect  of  inhalation  of  the  smoke  from 
urinary  output  and  urinary  chloride  concentration. 


one  cigarette  upon 


two  minutes  later  she  complained  of  acute  abdominal  pain,  cramps  in 
the  legs,  and  these  were  rapidly  followed  by  profuse  diarrhcea  Pitressin 
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bed  with  a  temperature,  headache,  diarrhoea,  blood  and  mucus  being 
passed  in  the  motions.  On  her  return  she  looked  very  ill,  pale  and 
haggard,  and  was  still  running  a  slight  evening  temperature,  although 
the  diarrhoea  had  ceased.  In  addition,  she  complained  of  thirst, 
polyuria,  noises  in  the  head  and  left  ear,  and  aching  and  cramps  in  the 
legs.  And  so  1  advised  admission  to  hospital  again.  We  now  carried 
out  the  nicotine  test  for  diabetes  insipidus.  Nicotine  has  the  power  of 
causing  liberation  of  the  anti-diuretic  hormone  from  the  neuro- 
hyphophysis,  and  it  is  believed  that  this  hormone  is  identical  with  vaso¬ 
pressin.  Vasopressin,  when  released  into  the  blood  stream,  affects  the 
fluid  concentration  of  urine  in  the  distal  tubule  of  Henle’s  loop  in  the 
kidney.  The  patient  was  made  to  inhale  the  smoke  of  one  cigarette, 
when  a  normal  pituitary  anti-diuretic  response  was  obtained,  the 
volume  of  urine  decreasing  and  the  specific  gravity  and  chloride 
content  rising,  which  indicated  that  the  supraoptico-hyphophyseal 
system  was  intact,  and  not  destroyed  by  some  disease  process  (see 
Fig.  16).  We  were  now  able  to  obtain  a  French  preparation  of  pitressin, 
Post-Hyposan,  which  is  slowly  absorbed.  This  produced  a  satisfactory 
anti-diuretic  response  without  any  distressing  reactions.  When  Mrs. 
C  left  hospital  towards  the  end  of  the  year,  the  fluid  intake  and  output 
were  maintained  at  about  80  oz.  in  the  twenty-four  hours,  and  so  the 
year  ended  on  a  much  more  favourable  note  and  we  were  very  hopeful 
of  having  achieved  a  permanent  improvement. 


1950 

The  improvement  was  well  maintained  throughout  January  and 
when  I  next  saw  Mrs.  C.  towards  the  end  of  the  month,  the  diabetes 
insipidus  was  still  satisfactorily  controlled.  But,  unfortunately  a  day 
later  there  was  a  relapse,  with  severe  headache,  giddiness,  swelling  of 
he  face  naus  a  and  vomiting.  Owing  to  difficulties  in  obtaining  the 
Post  Hyposan,  it  was  necessary  to  use  a  different  French  pituitary 
nreparaUon,  which  proved  quite  ineffective,  for  the  symptoms  of 
diabetes  insipidus  were  now  as  severe  as  they  had  evei  been  However, 
fn  a  few  weeks  a  further  supply  of  Post-Hyposan  was  available  and  the 

i  ^.^"Surth  time 

fadvfsed 'admission  to  hospital,  where  a  further  series  of  investigations 

were  carried  out.  abnormalities  of  doubtful  signific- 
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injury.  The  tinnitus  and  giddiness  are  likely  to  result  from  degenerative 
vascular  changes.  There  are  no  abnormal  signs  in  the  central  nervous 
system.”  The  treatment  recommended  consisted  in  the  administration 
of  Sodium  Amytal  gr.  2  t.d.s.,  Benzedrine  mg.  10,  morning  and  noon, 
nicotinic  acid  mg.  100  t.d.s.,  and  Cyclobarbitone  gr.  3  tab.,  two  tablets, 
nocte.  The  neurologist  advised  that,  if  there  was  no  improvement,  the 
question  of  rostral  leucotomy  would  have  to  be  considered,  as  the 
patient  was  reacting  so  badly  to  her  symptoms. 

About  two  weeks  after  leaving  hospital  Mrs.  C.  consulted  me  again. 
The  urinary  symptoms  were  still  well  controlled,  but  she  was  pale  and 
tremulous,  and  said,  “  I  feel  pretty  grim.  I  have  dreadful  headaches 
and  I  never  lose  the  noises  in  my  ear.”  She  was  to  see  the  neurologist 
again  in  a  few  days,  and  having  been  told  that  leucotomy  was  a  drastic 
operation,  she  wanted  to  know  what  this  meant.  She  feared  it  would 
make  her  go  mad.  I  answered  that  the  operation  was  designed  to 
remove  any  pressure  which  might  be  causing  her  symptoms. 

The  neurologist  advised  in  favour  of  the  operation,  but  not  immedi¬ 
ately.  A  month  later  the  neurologist  reported  to  me  that  Mrs.  C.’s 
condition  was  deteriorating,  and  that  he  was  arranging  now  for  her 
admission  to  hospital.  I  had  no  experience  of  this  operation  and  was 
very  anxious  about  the  result,  but  the  symptoms  were  now  so  distressing 
and  so  intractable  that  1  felt  it  was  justifiable  to  acquiesce. 

Rostral  leucotomy  consists  in  turning  down  a  scalp  flap,  removing 
a  circular  disc  of  bone,  about  1  in.  in  diameter,  on  each  side  from 
the  frontal  bone,  and  then  undercutting  areas  9  and  10  in  the  frontal 

lobe.  The  discs  ol  bone  are  subsequently  replaced  to  prevent  the 
scalp  falling  in. 


All  barbiturates  were  discontinued  before  the  operation.  The  day 
after  the  operation  the  house  physician  considered  it  had  been  successful 
in  removing  the  anxiety  and  depression,  and  the  buzzing  noises  in  the 
left  ear  were  not  so  troublesome.  The  next  day  alarming  symptoms 
appeared.  The  nurse  reported  that  the  patient  had  been  very  peculiar 
m  the  morning.  She  did  not  appear  to  know  where  she  was  and 
msmed  that  there  was  glass  in  her  bed,  so  much  so  that  the  bottom 

and  nh^  'll be  C'la,lged-  She  was  extremely  agitated  both  mentally 
and  physically  and  attempted  to  strangle  the  nurse.  The  neurologist 

was  sent  foi  and  Mrs.  C.  kept  repeating  to  him  that  there  was  machinery 

rephed  thaTlTad'a31  hV'T  'et  her  d°Wn  before’  to  which  he 
replied  that  I  had  arranged  for  the  machinery  to  be  removed  The 

h  per  in^s  'MT  ° '  ^  delirium  -‘h  hallucinations  Ind 
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in  the  afternoon  and  found  her  very  restless,  continuously  twitching 
her  face  and  blowing  her  nose  very  violently.  All  the  time  she  muttered 
and  rambled  in  her  speech,  and  it  was  difficult  to  follow  clearly  what  she 
was  saying,  but  here  are  some  of  her  remarks  as  they  poured  out  in  an 
almost  continuous  stream. 

“  They  have  made  me  just  like  an  animal.  I  am  so  dirty  and  messy. 

I  cannot  stand  it.  Oh,  please  let  me  have  a  little  rest.  Keep  on  going 
round  and  round.  I  have  to  do  it  when  I  am  like  this.  Oh,  oh,  that 
electrical  business  and  this  jiggering  up.  I  don’t  want  it  any  more.  I 
cannot  stand  it  any  more.”  Her  breathing  now  became  sighing  and 
she  moved  her  head  spasmodically  from  side  to  side,  at  times  blowing 
her  nose  violently.  “  Oh,  dear,  all  those  awful  black  men.  Oh,  don’t.” 
Now  she  cried  out  loudly,  “  Don’t  let  me  think  about  it.  Oh,  it  is 
horrible.  Oh,  dear.  It  ought  not  to  be  allowed— so  degrading  for  a 
human  being.  Oh,  dear— I  can’t.  To  see  such  an  exhibition.” 

Now  she" turned  her  head  from  side  to  side,  talking  and  mumbling 
very  rapidly,  she  cried  and  put  both  hands  to  her  face  and  eyes.  Her 
lips  moved  rapidly  and  twitched.  “  I  don’t  know  one  day  from 
another.  I  don’t  know  the  time  of  day.  Oh,  it’s  terrible.  I  can't 
really  think  clearly.  That's  the  trouble.  Exhibition.”  She  cried  and 
bit  her  lips.  There  was  much  rapid  talking,  but  the  words  were  un¬ 
intelligible.  I  gathered  she  was  saying,  “Even  my  hand  kerchief.  ” 
She  blew  her  nose  violently  again.  “  Oh,  it’s  a  valuable  handkerchief. 
She  twitched  her  lips  and  put  her  handkerchief  to  her  eyes.  I  asked  her 
about  the  noises  and  she  answered,  “  Terrible.  Always  something  put 
in  the  moment  the  light  is  put  out.  It’s  very  good.  He  took  me  in, 
nparh;  ”  There  were  continuous  movements  ol  the  arms  and  lace,  the 


have  to  keep  the  curtains  arawn  always,  wn,  - - 

one  at  the  window.  So  many  people.  Oh,  oh,  so  right  away.  I  can  , 


about  them. 
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The  neurologist  subsequently  told  me  that  he  considered  all  the 
symptoms  were  due  to  a  drug  withdrawal  reaction,  and  that  he  cal¬ 
culated  she  had  been  taking,  on  an  average,  gr.  20  of  various  barbitur¬ 
ates  daily  for  several  months.  He  prescribed  Sodium  Amytal  gr.  1 
t.d.s.,  and  Tuinal  gr.  1|  at  night,  if  necessary,  to  procure  sleep. 

Ten  days  later  Mr.  C.  said  that  he  considered  his  wife’s  disposition 
had  changed.  She  was  now  more  self-assertive,  more  at  ease,  and  very 
easily  annoyed.  The  noises  were  still  there  but  did  not  worry  her. 
When  l  paid  my  next  visit  I  found  her  sitting  up  in  bed,  looking  quite 
cheerful  and  smiling.  I  said  “  How  are  you  ?  ”  “  Oh,  I  don’t  know,” 
she  replied,  all  right.  I  still  have  the  noises,”  and  then  she  laughed. 

I  said,  “  You  are  much  better  than  when  you  came  in.”  “  I  don’t 
remember,  she  answered,  “  what  I  was  like  when  I  came  in  It  is  all 
a  blur.  I  still  get  headaches.” 

The  Post-Hyposan  had  been  substituted  by  water  injections  for  a 
tew  days,  but  the  urine  output  quickly  rose  from  60  oz.  to  110  oz  in 
the  twenty-four  hours,  and  the  pituitary  injections  were  then  given 
again  Six  weeks  later  Mrs.  C.  came  to  see  me,  and  this  was  her  report: 
iteel  rocky.  I  have  no  drive,  no  go.  I  am  quite  inert.  It  is  dreadful 

at  Vei7  Wel1,  in  faCt  1  do  not  think  1  can  concentrate 

n_  /.  \  1S  terrible.  I  still  have  the  noises— I  hesitate  to  say  that 

acheSs  alnrt11  °therS  terribly'  1  haVe  had  some  terrible  head- 
not  go  out  ”  ShS  ftf1"  m  my  head'  1  am  always  in  a  muddle.  I  do 

Thev  ache  a  J ?  °V°  S3y’  “  My  eyes  are  very  bad  indeed, 

mv  room  M  u  bear  the  ljght-  1  keeP  my  curtains  drawn  in 

it  is  reany  ^  ^  ridicuIous’  but 

ghastly  nightmares."  H  1  3m  S'eepmg  badly  and  have  most 
And  so  ended  this  most  eventful  year. 

1951 

to  see  the  patient  ^gab  XT  thT fi  pr°piPously’  and  1  was  not  asked 
antemia  was  now  more  marked  and  vX  ulght  months-  However,  the 
The  red  cells  numbered  3-5  millin  ^  becomm§  an  important  feature, 
treatment  with  Fersolate  folic  acid  and  i^’  deSpite  intensive 
remained  unaltered.  1  suggested  int  pr°teolysed  dver,  the  count 
but  owing  to  technical  difficulty  with  f}Jenous  'nJections  of  Ferrivenin, 
Mrs.  C.  appeared  to  remain  in  m  Vein°’ tbese  c°nld  not  be  given, 
going  abroad  for  a  holiday  in  the  sumT^™^  Y  good  health  until 

■  '* ,wtlw  ™  tdTKK” 
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vomiting.  When  I  saw  her  at  the  end  of  August  the  psychiatrist  re¬ 
ported,  “  She  is  doing  as  well  as  we  can  expect  following  the  leucotomy, 
but  of  course  she  is  not  a  well  woman.  However,  I  think  she  is  able 
to  accept  the  situation  better  now.”  The  blood  count  had  not  improved ; 
Red  cells  3-3  millions  per  c.mm.,  Hb.  75  per  cent,  C.l.  IT.  Mrs.  C. 
said  to  me,  “  I  am  not  very  good.  I  just  creep  about.  I  feel  wretched 
and  very  short  of  breath.  My  legs  ache.”  There  were  no  complaints 
of  the  head  noises,  and  so  perhaps  the  leucotomy  had  been  worth 
while.  I  arranged  for  a  course  of  Ferrivenin  injections  to  be  given  at 
hospital,  and  after  five  doses  the  Hb.  rose  to  86  per  cent. 


1952 

After  a  few  more  injections  of  Ferrivenin  the  Hb  reached  92  per 
cent  with  a  normal  packed  cell  volume  and  mean  corpuscular  haemo¬ 
globin  concentration.  The  blood  showed  no  abnormality  beyond  a 
mild  hypochromia.  I  did  not  see  the  patient  for  five  months  when  the 
general  practitioner  told  me  that  the  local  pathologist  now  considered 
that  she  was  suffering  from  pernicious  anaemia,  as  the  blood  film  was 
megalocytic,  the  colour  index  above  unity,  and  the  haemoglobin  75 
per  cent.  I  replied  that  I  thought  this  was  unlikely  as  with  Ferrivenin 
the  haemoglobin  had  been  raised  to  92  per  cent,  no  response  having 
been  obtained  with  folic  acid,  proteolysed  liver  or  injections  ol  vitamin 
Bl2,  which  were  given  during  the  previous  year.  When  Mrs.  C.  came 
to  see  me  at  the  end  of  May  she  said,  “  During  the  last  year  or  so  I 
seem  to  have  changed.  1  just  go  on  from  day  to  day.  My  memory  is 
not  very  good,  this  bothers  me.  I  do  not  laugh  very  much.  1  used  to 
laugh  a  lot  I  have  lost  my  sense  of  humour,  owing  to  the  monotony 
of  continuous  ill-health.”  She  looked  pale  and  tired,  but  made  no 
complaints  of  head  noises  or  of  urinary  symptoms  The  Post-Hyposan 
injections  were  still  being  given,  but  not  very  regular  y.  Three 
later  the  hemoglobin  fell  to  60  per  cent  with  red  cells  3-1  millions  per 
c  mm  and  C  I.  0-9,  despite  intensive  treatment  with  liver  injections. 
The  amount  of  sedatives  now  being  taken  was  very  excessive  one 
Cyclobarbitone  tablet,  gr.  3,  and  one  Carbntal  capsule  gr.  55  every 
night  Amytal  gr.  1  five  times  a  day,  and  seven  Nembudeine  tablets, 
each  gr.  7!,  a  day.  I  advised  having  the  feces  examined  for  occu  t 
blood.  These  tests  proved  negative  and  there  appeare  itl  e  ope  o 
curing  the  amentia  which  had  been  the  most  prominent  feature  of  the 

srii  see, 

systemic  circulation,  so  the  fault  possibly  lay  in  the  liver. 
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1953 


I  heard  no  more  until  the  spring  when  I  was  asked  to  see  Mrs.  C. 
in  a  nursing  home,  where  she  had  been  for  several  weeks  under  the  care 
of  the  psychiatrist.  She  had  been  admitted  there  with  a  view  to  cutting 
down  the  barbiturates  and  l  was  called  in  on  account  of  severe  abdominal 
pain,  which  was,  1  think,  due  to  spasticity  of  the  colon.  With  a  bella¬ 
donna  mixture  and  liquid  paraffin  this  was  quickly  relieved.  While 
in  this  home  she  had  an  extremely  terrifying  experience,  her  bed 
catching  fire  during  the  night,  due  to  a  defect  in  the  electric  wiring.  I 
advised  her  to  return  home  in  a  few  days,  which  she  wanted  to  do,  as 
the  only  change  which  had  been  effected  in  the  barbiturate  consumption 
was  to  replace  the  old  drugs  by  new  ones. 

Four  months  later  the  general  practitioner  called  a  surgeon  out  as 
he  feared  she  was  suffering  from  intestinal  obstruction,  but  fortunately 
it  proved  only  to  be  another  attack  of  spasticity  of  the  colon. 

In  August  Mrs.  C.  had  what  she  described  as  a  “  nightmare  ”  week¬ 
end.  She  had  a  “  fiendish  journey  ”  by  car,  having  her  bowels  opened 
several  times  by  the  road  side  and  being  doubled  up  by  pain,  the 
diarrhoea  and  pain  continuing  all  the  week-end.  At  other  times  the 
bowels  were  not  opened  for  days.  She  was  now  taking  Gardenal  by 
day  and  Carbrital  by  night.  I  advised  omitting  the  Gardenal  and 
taking  Belladenal  tablets,  1  t.d.s.  She  told  me  on  her  next  visit  “  I 
feel  more  than  a  criminal  taking  all  this  barbiturate,  I  have  never 
wanted  to  take  the  barbiturates,  1  have  only  done  so  on  doctor’s  orders 
I  would  never  now  live  down  the  fact  that  I  have  taken  barbiturates' 

even  if  I  did  get  off  them,”  and  then  she  added,  “  Life  is  so  Ions  it 
just  goes  on  and  on.” 


Six  weeks  later,  early  in  October,  I  saw  her  for  the  last  t,W  .t 


pv«tiii6  ai.u  unexplained  teature.  Susar 
found  in  the  urine  and  I  wondered  whether 


■  I  regarded  the  rise  of 
ie  glycosuria  was  a  com- 
was  never  subsequently 
it  had  been  intentionally 


added  to  the  specimen. 


°  . . a,,u  shortness  ot  breath. 


time  to  hospital  under 
2  rapidly  worse,  with 
Her  face  was  moon- 
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shaped  and  the  appearance  resembled  that  met  with  in  cases  of  over¬ 
dosage  with  cortisone.  The  breath  smelt  strongly  of  acetone.  The 
temperature,  pulse  and  respirations  were  normal.  The  urine  output 
was  60-80  oz.  in  the  twenty-four  hours,  and  the  urine  contained  no 
albumin  and  no  sugar,  with  a  sp.  gr.  of  1  -010.  The  deposit  of  a  catheter 
specimen  contained  no  casts,  but  there  were  profuse  pus  cells  and  a 
scanty  growth  of  Bact.  coli.  The  blood  pressure  was  170/90  mm.  Hg. 
There  was  a  severe  anaemia,  red  cells  1-53  millions  per  c.mm.,  Hb. 
35  per  cent,  C.l.  IT,  reticulocytes  8  per  cent.  Macrocytosis.  White 
cells  7,000  per  c.mm.,  polymorphs.  82  per  cent,  lymphocytes  10  per 
cent,  monocytes  7  per  cent,  eosinophils  1  per  cent.  Platelets  250,000 
per  c.mm.  Direct  Coombs’  test,  negative.  Nucleated  red  cells  1  per 
100  leucocytes.  The  bone-marrow  was  thus  pouring  out  immature 
red  cells  into  the  circulation.  The  plasma  proteins  were  normal,  but 
the  blood  urea  was  much  raised,  310  mg./lOO  c.c. 

There  was  no  doubt,  therefore,  that  the  patient  was  suffering  from 
uraemia,  and  in  view  of  the  absence  of  albumin  and  casts  from  the 
urine  it  appeared  probable  that  it  was  pre-renal  in  origin.  The  severe 
anaemia  was  not  due  to  intestinal  haemorrhage  as  shown  by  negative 
occult  blood  tests.  Was  the  anaemia  hepatic  in  origin,  due  to  liver 
failure,  and  would  this  also  account  for  the  nitrogen  retention?  The 
smell  of  acetone  in  the  breath  supported  this  view.  A  blood  transfusion 
of  4  pints  raised  the  haemoglobin  to  62  per  cent.  Five  days  after  admis¬ 
sion  the  uraemic  symptoms  became  more  severe,  with  vomiting  of  bile- 
stained  fluid,  frontal  headache,  hiccough,  twitching  of  the  left  side  of 
the  face  and  of  the  hands.  There  was  also  slight  dyspnoea  at  rest. 
Mrs.  C.,  in  answer  to  my  questions  said,  “  l  feel  quite  ill,  great  pain, 
my  head  is  very  bad,  and  my  legs  and  feet  right  up  to  my  thighs.  I 
cannot  get  comfortable  anywhere."  There  was  now  a  thick  yellowish- 

white  fur  on  the  tremulous  tongue. 

1  called  in  another  physician  and  he  suggested  the  possibility  ol 
pyelonephritis,  nephrocalcinosis  or  renal  necrotizing  papillitis.  The 
natient  now  rapidly  deteriorated,  further  examinations  showed  a  low 
alkali  reserve,  4  mEq/L  (normal  24-25  mEq/L),  a  high  serum 
potassium,  71  mEq/L  (normal  44-5-6  mEq/L),  a  low  serum 
sodium,  124  mEq/L  (normal  139-150  mEq/L)  and  a  h,gh  plasma 
phosphate,  10  mg.  per  100  c.c.  (normal  2-4-5  mg./100  c.c.)  The 
serum  calcium  was  below  normal,  8-6  mg./lOO  c.c.  (normal  9 
mg./lOO  c.c.).  Steps  were  taken  to  correct  the  acidosis  and  restore  the 
electrolytic  balance.  An  intravenous  injection  ot  10  c.c.  ol  10  per  cen 
calciun/gluconate  was  given  and  citrated  milk  and  glucose  by  mouth 
the  volume  of  the  fluid  intake  being  limited  to  that  ol  the  previou 
day’s  urinary  output,  plus  1  litre.  Sodium  bicarbonate  was  adminis¬ 
tered  by  mouth,  gr.  60  four  hourly,  with  sodium  citrate  gr.  60  four 
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hourly.  The  amount  of  sodium  citrate  or  sodium  bicarbonate  necessary 
to  correct  the  blood  sodium  and  alkali  reserve  was  calculated  to  be 
between  2  and  3  oz.  A  direct  X-ray  of  the  abdomen,  taken  in  bed, 
showed  no  evidence  of  renal  calcinosis  and  X-ray  ot  the  bones  showed 
no  evidence  of  decalcification. 

The  next  day  the  patient  was  very  much  worse.  She  could  not 
answer  my  questions,  although  trying  to  do  so.  She  could  only  make 
a  few  unintelligible  sounds.  The  respirations  had  dropped  to  12  a 
minute,  and  were  slow,  deep  and  sighing.  I  still  could  find  no  evidence 
of  a  primary  renal  lesion,  and  considered  the  condition  to  be  one  of 
hepato-renal  failure.  Necrotizing  papillitis  was  first  described  by 
Friedreich  in  1877  (1).  The  condition  is  associated  with  diabetes 
mellitus  in  two-thirds  of  the  cases.  In  the  remainder  there  is  usually 
obstruction  of  the  urinary  tract.  There  is  often  an  ascending  pyelo¬ 
nephritis.  Necrotic  foci  are  sharply  limited  to  the  pyramids  of  the 
kidney,  and  clinically  the  disease  has  a  sudden  onset  with  fever,  leucc- 
cytosis,  pyuria  and  often  hsematuria.  I  could  find  no  evidence  to 
support  such  a  diagnosis  in  this  case. 

Two  days  later  there  was  some  improvement.  The  swelling  of  the 
face  was  less  noticeable  and  the  breathing  was  normal.  When  I  asked, 
“  Have  you  any  headache  ?  ”  she  did  not  answer,  but  nodded  her 
head  up  and  down.  The  blood  urea,  however,  warned  us  not  to 
entertain  any  false  hopes,  for  it  had  risen  to  520  mg./lOO  c.c.,  despite 
the  alkali  reserve  being  now  16  mEq/L,  serum  potassium  54  mEq/L, 
and  serum  sodium  136  mEq/L.  The  plasma  phosphate  had  risen, 
however,  to  13  mg./lOO  c.c. 

The  next  day  the  serum  calcium  had  fallen  to  7-1  mg./lOO  c.c.  and 
the  patient  was  having  convulsions.  During  this  day  she  passed  no 

urine,  but  66  oz.  were  removed  by  catheter,  so  there  was  no  failure  of 
renal  excretion. 


I  saw  the  patient  for  the  last  time  the  next  evening.  She  was  lying 
on  er  right  side,  which  was  her  usual  position,  but  from  time  to  time 
urned  her  head  upwards  and  to  the  left,  wrinkling  her  forehead  so 
at  vertical  lines  appeared  above  her  nose,  which  gave  her  the  appear- 
ance  of  being  scared.  She  looked  at  me  as  if  she  knew  me.  Was  she 
a  raid,  and  if  so,  did  she  fear  further  convulsions  or  did  she  fear  dying? 
Early  next  morning  she  was  carried  over  to  the  silent  shore 
Comment.  Chronic  barbiturate  poisoning  is,  I  think  the  most 
hkely  explanation  of  many  of  the  symptoms  in  this  case  ’and  of  the 
erminal  illness.  Death  from  hepato-renal  failure  due  to  the  adminis! 

cent.  Acetone  was  smelt  in  the  breath  and  there  was  acidosis  with  an 
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alkali  reserve  ol  36  c.c.  C02  per  cent  and  a  blood  urea  content  of  300 
mg./ 100  c.c.  The  bilirubin  content  rose  to  10  mg./ 100  c.c.  Further, 
there  was  blood  and  mucus  in  the  motions.  Albuminuria  is  not 
necessarily  present  in  cases  of  hepatc-renal  failure. 

The  blood  bilirubin  content  was  not  estimated  in  the  case  1  have 
described,  the  skin  was  sallow  but  not  definitely  jaundiced. 
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BILE  PERITONITIS 


A  widow,  sixty-five  years  of  age,  had  suffered  for  the  past  seven 
weeks  from  severe  attacks  of  abdominal  pain,  followed  by  nausea  and 
vomiting.  The  vomiting  relieved  the  pain,  but  the  attacks  recurred 
nearly  every  day.  The  vomit  contained  food,  but  no  blood.  The 
conjunctivie  were  slightly  icteric,  the  urine  was  deep  orange  in  colour 
and  contained  bilirubin.  The  liver  was  enlarged  about  2  in.  below  the 
right  costal  margin,  and  was  tender,  the  maximum  tenderness  being 
just  below  the  xiphoid.  The  pain  went  through  to  the  back,  in  the 
mid-line  at  the  level  of  the  sixth  dorsal  spine.  The  gall-bladder  could 
not  be  felt.  On  admission  to  hospital  the  temperature  was  found  to  be 
raised  to  between  99°  and  100°  F.,  and  it  seemed  probable  that  the 
patient  was  suffering  from  recurrent  attacks  of  biliary  colic.  There 
was  excess  of  bile  pigment  in  the  blood,  the  icterus  index  being  24 
units  (normal  4-6  units)  and  the  quantitative  van  den  Bergh  test  gave 
a  reading  of  3-7  mg.  bilirubin  per  100  c.c.  (normal  0T-0-8  mg./lOO 
c.c.).  During  the  next  two  days  in  hospital  the  temperature  rose  to 
101°  F.  in  the  evening,  and  a  swelling  was  felt  in  the  abdomen  which 
was  thought  to  be  the  gall-bladder.  The  attacks  of  pain  continued, 
and  between  the  attacks  the  abdomen  became  more  distended  and 
swollen.  On  the  third  morning  there  was  a  very  noticeable  deteriora¬ 
tion  in  the  patient’s  condition.  The  abdominal  pain  had  become  more 
generalized,  there  was  guarding  over  the  right  upper  quadrant,  and  by 
now  the  temperature  had  fallen  to  normal.  The  blood  showed  no 
leucocytosis,  the  white  cells  numbering  6,900  per  c.mm.,  with  poly¬ 
morphs.  81  per  cent,  lymphocytes  13  per  cent,  and  monocytes  6  per  cent 
Intestinal  movements  could  be  heard  on  auscultation  of  the  abdomen! 
and  a  “straight”  X-ray  examination  of  the  abdomen  showed  the 
shadows  ol  gall-stones,  but  no  fluid  levels  were  demonstrated  in  the 
intestines.  The  pulse  rate  had  risen  from  80  to  100  a  minute,  and  the 
blood  pressure  fallen  from  150/90  to  115/75  mm.  Hg.  During  the 
afternoon  the  pulse  rate  rose  a  little,  and  no  bowel  sounds  were  audible 
The  abdomen  was  now  distended,  rigid,  tender  all  over  and  there  was 
lght  dullness  in  the  right  flank.  A  surgeon  considered  it  probable 
that  the  gall-bladder  had  ruptured  and  that  there  was  an  associated 
peritonitis  It  was  recognized  that  an  operation  was  extremely  hazard 
ous,  but  that  it  probably  offered  the  only  hope  of  saving  /hepatients 

anetesthe"ic°rtUnat  y  K  °CCUrred  du™g  the  Ministration  of  the 

The  post-mortem  examination  revealed  that  the  distension  nf 
abdomen  was  due  to  dilated  coils  of  intestine.  He^“s« 
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fluid  was  present  in  the  abdominal  cavity.  The  liver  was  enlarged 
and  fatty,  the  gall-bladder  was  distended  and  contained  small  calculi, 
and  a  stone  the  size  of  a  pea-nut  was  found  in  the  ampulla  of  Vater. 
The  gall-bladder  contained  no  pus,  and  the  site  of  the  biliary  leak  must 
have  been  very  small  and  was  not  discovered.  In  the  duodenum, 
about  £  in.  distal  to  the  ampulla  of  Vater,  an  ulcer  was  present,  adherent 
to  the  pancreas,  and  about  ^  in.  in  diameter.  Alongside  of  the  portal 
vessels  around  the  foramen  of  Winslow,  degenerated  glands  were 
present,  suggesting  a  recent  virulent  infection. 

Comment.  There  are  many  ways  by  which  bile  may  extravasate 
into  the  peritoneal  cavity.  In  some  cases  the  source  of  the  bile  leak 
is  easily  found;  thus  the  biliary  effusion  may  follow  cholecystectomy, 
or  be  due  to  acute  cholecystitis,  and  necrotic  lesions  in  the  bile  duct 
consequent  on  carcinoma  or  calculus.  In  other  instances  the  actual 
perforation  cannot  be  found  and  it  may  rapidly  seal  over.  Micro¬ 
scopical  examination  of  serial  sections  may  reveal  the  site  of  the  lesion. 
Rupture  of  a  subserous  duct  on  the  liver  surface  has  been  shown  to  be 
one  of  the  commonest  causes  of  microscopical  leakage  of  bile,  usually 
associated  with  chronic  cholangitis,  or  due  to  liver  trauma. 

The  extravasation  may  at  first  be  retroperitoneal,  causing  severe 
pain  between  the  shoulder  blades.  When  the  bile  exudes  into  the 
peritoneal  cavity  it  provokes  a  severe  peritoneal  reaction,  whether 
sterile  or  infected.  It  leads  to  an  outflow  of  plasma  from  the  peritoneal 
capillaries,  with  fall  of  blood  pressure  and  symptoms  of  shock.  The 
condition  may  simulate  perforation  ot  a  peptic  ulcer,  peritonitis 
secondary  to  a  perforated  appendix,  or  the  onset  may  be  more  gradual 
with  abdominal  distension  and  vomiting.  If  the  bile  is  not  infected 
there  is  often  a  remission  of  symptoms  after  the  first  acute  attack 
The  mortality  in  cases  of  bile  peritonitis  is  high,  60-70  per  cent  o 
cases  proving  fatal.  Adequate  drainage,  followed  by  blood  transfusion, 
affords  the  best  hope  of  recovery.  The  reader  will  find  interesting 
accounts  of  the  condition  in  the  references  given  below. 
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THE  CONSULTANTS’  DILEMMA 

“  There  are  many  events  in  the  womb  of  time  which  will  be  delivered 

Othello 

Consulting  physicians  are  occasionally  faced  by  what  appears  to 
be  an  almost  insoluble  problem  in  diagnosis,  even  although  facilities 
are  available  for  any  pathological  or  radiological  investigation  which 
may  be  thought  necessary. 

In  the  summer  of  1952  I  was  called  to  a  case  of  this  nature.  The 
patient,  a  man  fifty-seven  years  of  age,  had  been  admitted  to  a  clinic 
for  investigation.  By  birth  an  American,  and  by  profession  an  engineer 
to  an  important  company,  his  work  took  him  to  various  parts  of  the 
world,  including  the  tropics.  His  previous  health  had  been  excellent, 
and  the  only  illnesses  he  could  recall  were  dengue  fever  several  years 
ago,  and  occasionally  an  infection  of  the  maxillary  antrum. 

On  recently  arriving  by  air  from  America  he  had  made  hurried 
visits  to  several  towns  in  England  and  Scotland  on  a  business  tour. 
On  Thursday,  July  10th,  the  engineer  attended  a  party  in  the  afternoon 
at  a  small  town  a  few  miles  outside  London,  and  the  next  day,  feeling 
tired,  went  away  for  the  week-end.  Two  days  later,  being  still  exhausted, 
he  returned  to  London  and  was  examined  by  one  of  the  company’s 
doctors.  The  patient  now  complained  of  aching  all  over,  but  there 
were  no  retro-orbital  pains.  The  temperature  was  raised  to  102°  F. 
and  a  provisional  diagnosis  of  influenza  was  made.  Next  day  the 
temperature  was  100  F.  in  the  morning  and  102°  F.  in  the  evening. 
No  signs  of  disease  could  be  found,  the  lungs  were  clear,  and  the  heart 
sounds  normal  The  doctor  empirically  ordered  intramuscular  injec¬ 
tions  of  penicillin,  and  chloramphenicol  capsules  to  be  taken  bv 
mouth,  and  this  treatment  was  continued  for  the  next  four  days  As 

10o4ndSimo  f°  lmPro7ment;and  the  temperature  continued  between 
1UU  and  101  F  a  consulting  physician  was  called  in.  Some  crepitations 

charngr«o  Zt  of th£  b3Se  °f  thC  ,eft  ,Ung'  and  the 

cnanged  to  that  ot  virus  pneumonia.  The  penicillin  injections  were 

ofS|°r,  pUed’  bU‘uhe  chloramPhenicol  was  still  administered  in  doses 

cl  nic  whemyanXX  Sfi,°n  ““  “T  day  the  Patie"‘  moved  “  a 

small  In^ndSZ* do^tl £"£  3 

amphenicol  treatmen(  the  te^^e'tmated  raZZat  het  Z 

every  ^  i,S  Place>  doses  of  750  mg 

The  next  day,  July  24th,  I  was  called  in  consultation.  The  doctor 
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told  me  the  history  of  the  case  and  showed  me  the  first  X-ray  film  of  the 
chest  and  a  second  one  taken  a  week  later.  In  both  films  the  shadow 
at  the  left  base  was  very  indefinite.  I  expressed  the  opinion  that  with  a 
virus  pneumonia  I  should  have  expected  the  X-ray  findings  to  have 
been  more  extensive  than  the  physical  signs,  whereas  the  reverse  was 
the  case  here.  The  blood  count  was  Hb.  94  per  cent,  white  cells  4,000 
per  c.mm.,  polymorphs.  72  per  cent,  lymphocytes  24  per  cent,  mono¬ 
cytes  3  per  cent  and  eosinophils  1  per  cent.  The  patient’s  temperature 
had  been  gradually  falling  during  the  last  four  days  (see  Fig.  17)  and 
was  98-8°  F.  when  I  saw  him  in  the  evening.  I  found  him  sitting  up 
comfortably  in  bed,  reading.  He  was  bullet-headed  and  clean  shaven, 
with  rather  prominent  cheek  bones,  a  sallow  complexion  and  small 
bright  eyes.  He  did  not  look  ill.  The  only  abnormal  signs  I  could 
find  were  slight  dullness  at  the  base  of  the  left  lung,  with  air  entry  a 
little  diminished  and  a  few  rales.  There  was  a  gold  bridge  in  the  upper 


Fig.  17.  Temperature  Chart  in  The  Consultants  Dilemma. 

iaw  and  I  advised  having  the  teeth  X-rayed  to  exclude  the  possibility 
of  an  apical  dental  infection.  I  made  a  provisional  diagnosis  of  acute 
bronchiolitis  and  recommended  that  the  aureomycin  should  be  given 
for  another  four  days,  concluding  that  the  patient  was  now  well  on  the 

This  however,  was  not  the  case,  and  future  events  showed  that  we 
were  only  at  the  beginning  of  our  troubles.  The  next  evening  the 
doctor  telephoned  me  to  say  that  the  patient’s  temperature  had  risen 
to  1034°  F.  just  after  lunch,  and  later  in  the  day  he  sweated  profusely 
and  became  a  little  cyanosed.  In  view  of  his  previous  visits  to  the 
tropics  l  suggested  that  quinine  should  be  given  in  case  the  illness 
might  be  due  to  malaria,  although  there  was  nothing  in  the  clinical 
nicnire  which  pointed  to  this  diagnosis.  It  was  evident  that  a  relapse 
had  occurred,  and,  as  Clorin,  the  Holy  Shepherdess,  said,  Relapses 

arC  The 'next*  morning  I  paid  my  second  visit  with  the  general  practi¬ 
tioner,  and  found  the  patient  still  sweating  profusely,  which  he  attribute 
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to  the  quinine.  The  temperature  had  been  falling  since  midnight, 
and  was  now  101  4°  F.  No  rigor  had  been  noted  with  the  sudden  rise 
of  temperature  the  day  before,  and  there  was  neither  cough,  nor  pain 
in  the  chest.  Finding  no  fresh  physical  signs  I  suggested  that  further 
laboratory  tests  should  be  made:  A  blood  culture,  examination  of  the 
blood  for  malarial  parasites,  the  agglutination  tests  for  the  typhoid  and 
dysentery  groups  of  organisms  and  for  the  Br.  abortus.  The  feces 
were  also  to  be  examined  for  pathogenic  organisms,  cysts  and  ova, 
and  the  urine  for  organisms.  In  the  meanwhile  I  advised  that  the 
quinine  should  be  continued  for  a  few  more  days. 

Two  days  later  the  doctor  telephoned  me  in  the  morning  to  report 
that  the  patient  was  no  better.  The  temperature  had  risen  to  104°  F. 
after  my  last  visit,  again  without  a  rigor  or  localizing  signs.  For  the 
last  thirty-six  hours  it  had  varied  between  101°  and  102°  F.,  with 
respirations  30  and  pulse  116  a  minute.  I  paid  another  visit  in  the 
evening,  when  it  was  now  evident  that  the  case  was  not  so  simple  as 
first  appeared,  and  indeed,  it  was  presenting  a  major  diagnostic  pro¬ 
blem.  The  patient  was  sitting  propped  up  in  bed  with  a  blanket  around 
his  shoulders.  He  smiled  as  I  came  in.  I  said,  “  How  are  you  getting 
on?  Have  you  any  pain  ?  ”  “  I  have  some  vague  pains  in  my  limbs 
and  back  on  moving,”  he  replied,  “  and  perhaps  a  slight  discomfort 
under  the  breast  bone  on  breathing  deeply.”  Once  again  I  made  a 
complete  physical  examination.  The  heart  beat  was  now  irregular 
due  to  premature  systoles,  and  a  very  faint  systolic  murmur  could  be 
heard  over  the  pulmonary  area.  The  air  entry  was  still  slightly 
diminished  at  the  left  base,  and  accompanied  by  a  few  rales  There 
was  no  evidence  of  a  prostatic  abscess  on  rectal  examination  The 
legs  and  spine  appeared  quite  normal. 

avaLhhipreSThS  °f  ,S°me  °f  the  laboratory  examinations  were  now 
A  H  ,n  H  ™V^ut.nat,on  tests  and  the  blood  culture  were  negative 
A  thin  cloud  of  a  bumm  was  present  in  the  urine  and  there  were  a  few 

granular  and  hyaline  casts.  It  was  sterile  on  culture.  The  white  cell 
count  had  risen  to  1 1  600  oer  c  mm  ca  ,  nile  Ce 

i %  t&rS-fjS  s  ssrs 

continued  fever  I  wondered  whether*  th  the  sweatlng  and  the 

infective  endocardil  wTIm iL  p“f,ent  Was  suffe™S  from 
should  be  called  in  3t  an°ther  co^ulting  physician 

:hf ~r  ™  wd-  . . * 

hours.  The  genera,  ££ 
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in  great  detail,  together  with  the  results  of  the  investigations.  The 
consultant,  when  he  heard  of  the  pain  in  the  right  subcostal  region 
remarked,  “  Has  he  a  carbuncle  of  the  kidney?  ”  and  I  replied,  “  There 
are  no  organisms  in  the  urine.”  After  the  examination  he  expressed 
his  opinion  in  a  few  words.  “  The  skin,”  he  said,  “  is  very  hot  and 
rather  red  over  the  back.  1  think  that  Mr.  P.  is  suffering  from  septiccemia, 
and  I  should  advise  having  all  the  pathological  tests  repeated  in  another 
laboratory.”  We  then  returned  to  the  patient’s  room,  and  the  con¬ 
sultant  said  to  him,  “  You  have  an  infection  which  you  are  dealing 
with  very  well,  but  we  have  not  yet  been  able  to  track  down  the  actual 
source  of  the  infection.” 

The  temperature  was  still  varying  between  100°  and  101  F.,  and 
in  view  of  the  presence  of  granular  casts  in  the  urine  I  asked  for  the 
blood  urea  to  be  estimated  to  see  if  there  was  severe  renal  failure.  This 
test  was  not,  however,  carried  out.  The  blood  count  on  July  31st  was 
red  cells  4-6  millions  per  c.mm.,  Hb.  84  per  cent,  C.I.  0-9,  white  cells 
7,000  per  c.mm.,  polymorphs.  86  per  cent,  lymphocytes  12-7  per  cent, 
mononuclears  1  *3  per  cent.  No  malarial  parasites  were  found.  The 
fall  in  the  white  cell  count  was  opposed  to  the  diagnosis  of  a  septic 


focus  or  abscess. 

“  When  the  mind  is  in  doubt  it  is  impelled  hither  and  thither  by 
slight  influences ,”  and  revolving  the  matter  in  my  mind  I  wondered 
whether  the  primary  lesion  might  be  a  basal  pulmonary  tuberculosis. 
In  view  of  this  possibility,  and  as  the  patient  was  now  beginning  to 
hiccup,  which  suggested  diaphragmatic  irritation,  1  advised  that  a 
course  of  intramuscular  injections  of  streptomycin  should  be  given  in 
place  of  the  sulphonamide  drug. 

The  evidence  pointing  to  the  lungs  as  the  primary  seat  of  the  trouble 
was  becoming  more  marked,  for  the  ake  nasi  muscles  were  now  in 
action,  and  the  breathing  had  a  somewhat  “hissing  character, 
suggesting  respiratory  embarrassment.  I  found,  however,  that  the 
noisy  breathing  was  due  to  the  patient  having  a  deflected  nasal  septum 
and  to  his  breathing  forcibly  through  the  nose  with  the  lips  closed. 

He  was  still  sweating  profusely  and  asked  the  nurse  to  wipe  his  face 
before  I  examined  him.  He  looked  now  more  ill,  and  the  lips  were 
slightly  cyanosed.  I  found  more  extensive  signs  m  the  lungs,  rales 
could  now  be  heard  in  the  right  lung  in  front  just  above  the  hver,  m 
addition  to  those  present  at  the  left  base.  Further,  an  X-ray  film  of  the 

corresponding 
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the  next  morning  by  a  fall  of  temperature  to  100-4°  F.  in  the  morning, 
and  to  99°  F.  in  the  evening,  but  the  improvement  only  continued  for 
a  day,  when  the  temperature  again  rose  and  the  patient  became  more 
ill. 

The  general  practitioner  still  favoured  the  diagnosis  of  infective 
endocarditis  with  pulmonary  congestion,  a  view  which  1  could  not 
support.  There  was  now  no  cardiac  murmur,  no  enlargement  of  the 
spleen,  no  evidence  of  embolic  spots  in  the  fingers,  and  the  complexion 
had  not  a  cafe-au-lait  tinge.  The  doctor,  who  was  going  away  for  the 
Bank  Holiday  week-end,  asked  if  I  would  take  charge  of  the  patient  for 
a  few  days.  I  willingly  accepted  as  1  felt  it  would  give  me  an  opportunity 
of  studying  this  difficult  diagnostic  problem  more  closely.  And  as  it 
happened  events  occurred  during  this  week-end  which,  if  properly 
interpreted,  would  have  solved  the  mystery. 

Early  next  morning,  while  I  was  still  asleep,  the  nurse  at  the  clinic 
telephoned  me  to  say  that  the  patient  was  very  ill  indeed,  sweating, 
cold  and  cyanosed.  The  pulse  was  rapid,  feeble,  irregular  and  almost 
uncountable,  the  respirations  over  40  a  minute  and  the  temperature 
101 -2°  F.  I  told  her  to  continue  giving  oxygen,  and,  when  I  arrived 
at  the  bedside  about  twenty  minutes  later,  I  found  him  considerably 
better.  He  was  propped  up  in  bed,  sweating  profusely,  the  complexion 
rather  more  sallow  than  usual,  yet  with  a  slight  pink  tinge  in  the  cheeks 
and  lips.  As  I  came  in  he  smiled  at  me.  I  said,  “  How  are  you  now  ?  ” 
and  he  replied,  “  Very  weak.”  The  pulse  was  feeble,  but  could  be 
counted,  the  heart  was  fibrillating,  with  an  apex  rate  of  144  a  minute. 
The  pulmonary  second  sound  was  markedly  accentuated  and  a  systolic 
murmur  was  audible  over  the  pulmonary  area.  There  were  many  rales 
m  the  right  lung  in  the  mid-axillary  region,  and  in  front  above  the  liver 
There  was  no  friction  rub.  I  sat  by  the  bedside  and  wrote  out  the 
reatment  Coramine  injections  and  digitalis  by  mouth,  and  as  I  did  so 

“  IUs  H  ce°dav "°UIt  TT  ;™d0W’  ^  SUn  Shining’  and  said’ 
u  is  a  nice  day  I  failed,  however,  to  make  the  correct  diagnosis 

of  the  cause  of  the  cardiac  attack,  and  possibly  of  the  whole  iflness 

tssxsgs  ~  “If  ™  t” 

the  same  evening  at  6  n  m  Th?  f  C  corisultat,on  t0  take  place 

when  I  visited  him  in  the  morning  bThe  look  h°W  mUCh  better  ,han 
as  if  recovering  from  a  severe  shock  TeT  Very  “red  and  Weak> 

m  aC,'°n’  bU‘  there  Was  '<>»»*  vis-ble  sweating1  The  temTemtule 
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had  fallen  to  98°  F.,  but  the  heart  was  still  fibrillating,  with  an  apex 
rate  of  140  and  respirations  of  45  a  minute.  There  was  no  pain,  no 
cough  and  no  expectoration.  The  cardiologist  made  a  very  complete 
examination  and  remarked  that  there  was  no  swelling  and  no  tenderness 
of  the  legs.  After  returning  to  another  room  he  delivered  his  verdict. 
“  There  is  no  evidence  of  bacterial  endocarditis,  there  are  now  no 
cardiac  murmurs,  and  the  fact  that  the  heart  is  fibrillating  almost 
excludes  the  possibility  of  bacterial  endocarditis.”  He  concluded  that 
the  patient  was  suffering  from  acute  bronchiolitis  with  a  secondary 
myocarditis  and  auricular  fibrillation ,  and  so  we  now  reverted  to  my 


original  diagnosis. 

Early  the  next  morning  l  visited  the  patient  to  find  further  improve¬ 
ment.  The  temperature  was  99*8°  F.,  the  apex  rate  120,  regular,  and 
the  respirations  40  a  minute.  The  breathing  was  shallow,  expiration 
being  a  little  prolonged,  and  rales  were  heard,  as  before,  in  both  lungs. 
There  was  again  profuse  sweating,  but  no  cyanosis.  In  the  evening 
the  heart  was  once  more  fibrillating,  but  the  temperature  had  fallen 
to  97-6°  F.  and  the  patient  appeared  better.  I  found  him  propped  up 
in  bed  reading  the  paper,  which  reminded  me  of  a  favourite  saying  ol 
my  chief  when  I  was  a  house  surgeon  at  the  Middlesex  Hospital—”  to 
find  a  patient  reading  the  paper  after  a  severe  illness  is  a  good  sign  ot 
recovery.”  There  are  also  other  signs  of  convalescence.  You  have 
probably  all  met  with  the  patronizing  type  of  patient  who,  when  he  is 
desperately  ill,  greets  you  in  a  whisper  as  “  My  dearest  friend  ”  As  he 
improves  and  his  voice  strengthens  he  welcomes  you  with  a  My 
dear  Smith,”  and  when  convalescence  is  established  your  presence  is 

acknowledged  with  a  “  Good  morning,  Dr.  Smith.” 

On  August  5th  I  found  a  new  nurse  in  attendance.  On  asking  how 
the  patient  was  she  replied,  “  He  has  pneumonia."  When  I  enquired 
how  she  had  arrived  at  this  diagnosis  she  answered  Oh  by  his  nose 
movements  ”  That  evening  I  visited  the  patient  again  with  the  gener 
practitioner  to  whom  I  related  the  alarming  events  which  had  occurred 
during  his  quiet  week-end.  The  improvement  was  maintained,  ^ 
heart  was  now  regular,  the  pulse  84,  and  the  temperature  99  -6  F. 

P3t"d  no  m^runtilTustafteHunch  on  August  7th  when  1  was 
sent  for  urgently,  as  the  nurse  could  not  get  in  touch  with  the  genera 
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reputation  of  pulling  a  difficult  diagnosis  out  of  the  fire,’  and  he  added 
that  he  would  be  pleased  if  I  would  join  them  that  evening.  I  readily 
agreed  as  I  was  naturally  eager  to  meet  this  diagnostic  prodigy.  The 
consultation  proved  to  be  one  that  I  shall  never  forget. 

We  met  after  tea,  quite  a  large  party.  There  were  present  the 
general  practitioner,  the  young  consultant,  two  other  doctors  attached 
to  the  patient’s  company  in  London,  one  English  and  one  American, 
the  patient's  brother  who  had  flown  over  from  America,  two  American 
laymen,  members  of  the  company,  and  myself.  The  young  consultant 
was  a  short,  heavily  built  man,  who  had  discarded  the  consultant’s 
conventional  sombre  attire  and  appeared  in  a  sports  coat  with  a  soft 
blue  shirt  and  collar.  We  five  doctors  first  retired  to  a  small  room, 
where  the  general  practitioner  again  related  the  history  of  the  case' 
and  I  added  a  few  points  to  the  story  from  time  to  time.  The  young 
consultant  took  no  notes  and  made  no  comments.  The  general 
practitioner  and  the  consultant  then  went  to  the  patient’s  room,  and, 
as  it  was  a  small  room,  I  stayed  behind  and  talked  to  the  other  two 
doctors.  After  about  twenty  minutes  or  so  the  consultant  and  general 
practitioner  emerged  from  the  patient’s  room,  bearing  a  specimen  of 
urine,  which  they  took  along  the  corridor  to  test,  saying  they  would  be 
back  in  a  few  minutes.  On  their  return,  the  consultant,  in  an  assured 
manner  and  without  any  preliminaries,  announced,  “  He  has  urtemia  ” 

I  was  astounded  to  hear  this  diagnosis,  and,  perhaps  looked  somewhat 
incredulous,  tor  the  consultant  turned  to  me  and  said,  “  He  has  hissing 
breathing,  Kussmaul  breathing.  We  should  have  his  blood  urea  and 
kali  reserve  done  and  then  we  shall  know  where  we  are.”  The  patient’s 
friends  appeared  delighted  tha,  a,  last  the  cause  of  the  illness  had  be- 
discovered  and  a  certain  diagnosis  made.  They  looked  at  the  young 
consultant  as  if  some  new  planet  had  swum  into  their  ken  The  con 
si, ltant  now  said  to  me,  “  He  has  a  coarse  pleural  rub  over  the  lower 

Can  they  be  done  to  night'  Wh!^,  f*  “T  n£W  tests  be  d°"e? 

; ™ - 

not  been  found,  and  that  the  diagnosis  couldno/h  ^  Pr°b'em  had 
probable  that  there  was  a  certain  La  .  ?  d  ?^.be  unemia-  It  was 
circulation,  and  that  the  blood  uST  °f  due  to  deficient 

kta  au  f  srt 
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that  there  was  no  indication  that  the  air  had  to  overcome  the  slightest 
obstruction  on  its  way  into  or  out  of  the  lungs.  There  was  tremendous 
activity  of  the  respiratory  muscles  as  contrasted  with  the  extreme 
weakness  of  the  skeletal  muscles  elsewhere.  There  was  no  real  stridor, 
and  no  whistling  such  as  is  met  with  in  stenosis  of  the  larynx  or  trachea. 
On  the  contrary,  the  expiratory  sounds  were  often  groaning.  Pro¬ 
fessor  Adolph  Kussmaul's  name  is  somewhat  strange,  meaning  as  it 
does,  “  kiss  mouth  ”  (see  Fig.  18).  Kussmaul  was  Professsor  of 
Medicine  at  Heidelberg,  and  in  1859  went  to  the  University  of  Erlanger. 
At  his  first  lecture  there  he  introduced  himself  to  the  students  by 
saying,  “  Gentlemen!  All  the  suggestive  jokes  regarding  my  name 
have  already  been  made.  The  students  of  Heidelberg  collected  them, 


Fig.  18.  Caricature  of  Professor  Kussmaul. 
(“Frankfurter  lllustrierte  ”  (1953).  41 

Jahrgang,  p.  31.) 


arranged  according  to  their  intensity  in  a  stitch-book,  which  you  can 
get  from  there  for  fifty  pfennigs.  So  you  can  concentrate  all  your 

attention  upon  your  studies  ”  (2).  ,  .  .  . 

Addison  (3)  in  1868  had  described  “  hissing  ”  breathing  in  patients 

suffering  from  unemic  coma.  He  wrote  “  the  stertor  presents  more  of 
a  hissing  character,  as  if  produced  by  the  air,  both  in  inspiration  and  in 
expiration,  striking  against  the  hard  palate  or  even  against  the  lips  of 
the  patient,  rather  than  against  the  velum  and  throat,  as  in  ordinary 

my  way  h«  « 

to  open  and  the  light  flashed  upon  me.  I  wrote  in  my  notes  that 
evening,  “  It  seems  very  likely  that  there  has  been  a  series  of  pulmonary 
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emboli  which  would  account  for  the  severe  collapse  and  cardiac  attacks 
as  the  emboli  passed  through  heart.  The  source  of  the  emboli  remains 
undiscovered,  but  it  probably  lies  in  deep  seated  veins  in  the  legs.  It 
is  likely  that  they  are  infective,  in  view  of  the  high  fever  in  the  early 
stages  of  the  illness,  if  the  onset  of  the  illness  was  due  to  venous  throm¬ 
bosis  and  not  to  an  acute  bronchiolitis.”  The  occurrence  of  the 
pleural  friction  had  given  the  clue  to  the  diagnosis  for,  as  was  suggested 
by  the  Faithful  Shepherdess  the  “  beating  vein  conveys  infection 
dangerous  to  the  heart.” 

I  wondered  whether  I  should  hear  any  more  about  the  case,  and 
was  glad  when  the  general  practitioner  telephoned  me  again,  late  the 
next  evening.  He  told  me  that  the  alkali  reserve  was  normal,  and  so 
there  was  no  acidosis  as  would  be  expected  if  the  patient  were  suffering 
from  uremia.  The  blood  urea  was,  however,  raised  to  100  mg./lOO  c.c. 
The  young  consultant  had  visited  the  patient  in  the  morning  and  taken 
an  electrocardiogram.  This  showed  auricular  flutter,  with  a  3  :  1  heart 
block.  The  apex  beat  was  still  regular.  Coarse  pleural  friction  could 
now  be  heard  all  over  the  right  lung  in  front.  The  nurse,  on  washing 
the  patient  in  the  morning,  had  noticed  oedema  of  the  outer  side  of  the 
left  thigh.  No  enlarged  veins  could  be  felt  and  there  was  no  localized 
tenderness,  but  there  appeared  no  doubt  now  that  there  was  a  deep- 
seated  venous  thrombosis. 

Finally,  I  was  asked  to  see  the  patient  again  the  next  morning  as  I 
had  been  “  so  good  in  looking  after  him  during  the  week-end.”  I 
found  him  looking  very  tired  and  apathetic  and  saying  he  wished  to 
leave  us.  He  had  asked  his  brother  to  book  him  a  passage  to  America. 
The  respiration  rate  varied  between  30  and  40  a  minute,  and  the  alee 
nasi  were  moving  less.  The  respiration  still  had  a  certain  hissing 
character,  which  ceased  directly  the  patient  opened  his  mouth.  The 
oedema  of  the  left  thigh  was  not  very  obvious,  but  the  subcutaneous 


tissues  felt  doughy,  and  I  found  that  the  left  calf  was  \  in.  larger 

PirPiimfprpnoA  ^  x  r  •  -  -  .  *"  ^ 


case  clots  in  the  veins  of  the  legs  had 
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resulted  from  the  immobilization  in  bed.  I  advised  treating  the  patient 
with  injections  of  heparin  followed  later  by  Tromexan  tablets  by  mouth. 

A  week  elapsed  before  I  was  again  called  in  as  the  temperature 
would  not  settle  completely,  rising  occasionally  at  some  time  during 
the  twenty-four  hours  to  100  F.  The  patient  was  now  having  no 
drugs  except  the  anticoagulants  and  0-25  mg.  digoxin  twice  a  day.  The 
blood  urea  had  fallen  to  55  mg./lOO  c.c.  The  doctor  said  that  he  still 
felt  that  there  was  something  which  we  had  not  discovered  in  the  lungs, 
and  suspected  a  bronchial  carcinoma.  He  was  deferring  a  further 
X-ray  examination  of  the  chest  until  the  patient  was  able  to  stand.  I, 
however,  had  little  doubt  that  convalescence  was  now  established. 
The  patient  was  once  again  reading  the  paper,  the  sallow  complexion 
was  tinged  with  pink,  the  respirations  were  calm  and  silent,  and  a 
moderately  full  breath  could  be  taken  without  any  diaphragmatic 
catch.  The  cardiac  impulse  was  forcible  in  the  fourth  and  fifth  lett 
spaces  in  the  mid-clavicular  line.  The  heart  sounds  were  still  abnormal. 
The  first  and  second  sounds  were  accentuated  at  the  apex  and  at  the 
pulmonary  base,  and  there  was  a  faint  pulmonary  systolic  murmur. 
The  apex  beat  was  regular,  100  a  minute.  Some  fine  rales  cou  e 
heard  at  the  base  of  both  lungs.  A  thrombosed  vein  was  palpable  m 
the  left  calf,  and  another  in  the  outer  side  of  the  right  thigh.  There 
was  no  oedema  of  the  legs.  There  had  been  no  cough  and  no  sputum 
throughout  the  illness.  The  patient  was  still  anxious  to  return  by  boat 
to  America  He  was  very  cheerful  and  said  to  me,  “  Well  doc.,  you 
wo^t  see  me  in  alcohol  after  all.”  I  was  quite  sure  there  was  no 

br°A  week  kterf  on  August  22nd,  I  paid  my  last  visit.  The  improve¬ 
ment  had  been  maintained,  the  patient  was  now  sitting  m  a i  chair  and 
walking  a  little  in  his  room.  The  blood  urea  was  normal  There  were 
ciill  some  rales  at  the  bases  of  the  lungs,  more  so  on  the  left  sid  . 
fi  sound  afthe  cardiac  apex  was  accentuated  and  the  second  sound 
V  weak  The  pulmonary  second  sound  was  slightly  accentuate  . 

breatihng'excrcises^from'the  physioLa^ist  at  thermic.”  He  could 

walkabout  100  yards  without  feeling  tire  •  obliterated  and  the 

3SWSSS  t’CSSM .  «-.* , . — 

infection  ?  September  I  saw,  in  hospital,  another  case  ol 
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of  age,  who  was  admitted  for  treatment  of  a  duodenal  ulcer.  A  week 
later  he  was  suddenly  seized,  during  the  early  hours  of  the  morning, 
with  increasing  pain  in  the  right  lower  chest,  which  became  intense  in 
the  space  of  an  hour  or  so.  An  X-ray  film  was  taken  of  the  chest, 
which  showed  a  small  shadow,  suggesting  an  area  of  collapse  at  the 
right  base.  Soon  there  was  muscular  rigidity  all  over  the  abdomen, 
except  in  the  left  lower  quadrant,  and  a  diagnosis  of  perforation  was 
made.  The  abdomen  was  opened  eight  hours  after  the  first  symptom, 
but  nothing  abnormal  was  found.  I  saw  the  patient  for  the  first  time 
a  week  later.  He  looked  ill,  was  running  a  low  grade  fever  of  99°  to 
100  F.,  and,  on  examination  of  the  chest,  the  percussion  note  was 
impaired  with  weak  air  entry  over  the  base  of  the  right  lung,  posteriorly. 
I  thought  that  he  was  probably  suffering  from  an  inhalation  “  pneu¬ 
monia,”  with  diaphragmatic  pleurisy,  although  the  pain  had  not  been 
referred  to  the  right  shoulder.  Two  days  later  the  patient  complained 
of  slight  pain  in  the  left  calf,  where  there  was  some  tenderness,  but 
nothing  abnormal  could  be  felt,  and  there  was  no  oedema.  The  next 


night,  at  2.45  a.m.  the  house  physician  was  called,  on  account  of  very 
severe  pain  in  the  lower  part  of  the  right  chest,  of  sudden  onset.  The 
temperature,  which  had  been  normal  for  a  few  days,  was  raised  again 
to  99-4  F.,  the  pulse  rate  was  150,  and  respirations  26  a  minute.  There 
was  no  disturbance  of  cardiac  rhythm  and  the  blood  pressure  was 
150/100  mm.  Hg.  The  physical  signs  in  the  chest  remained  as  before 
There  was  slight  guarding  of  the  abdominal  muscles  in  the  right  upper 
quadrant,  and  the  neck  was  stiff  on  the  right  side.  Moving  the  neck 
increased  the  pain  in  the  chest.  A  diagnosis  of  pulmonary  embolus  was 
made,  and  the  pain  was  relieved  by  an  injection  of  morphine.  At 
a.m.  the  same  morning  there  was  a  recurrence  of  the  pain,  but  it  was 
ess  severe.  At  mid-day  the  patient  was  being  examined  by  the  registrar- 
he  was  testing  for  Homans’  sign  (4)  which  consists  of  pain  in  the  calf 
on  dofs.flexion  of  the  foot,  when  the  patient  said  “  I  feel  faint.”  He 
then  asked  for  a  bottle  and  expired  rapidly. 

The  sign,  which  is  usually  known  as  Homans’  sign,  was  mentioned 
in  Homans  paper  Venous  Thrombosis  and  Pulmonary  Embolism  He 

^XSSS.'S^S^  s;:  “  " 

2* 25$  S35RSS  JR  j-y—  3?  55 

cannot  be  too  strongly  emphasized  ?!  Ho,mans  wftes:  “  It 

the  deep  thrombosis,  the  more  dangerous  it  is  "andthe^'  ^  msidious 
the  less  liable  to  cause  embolism  ’’  ’  d  h  re  outsPoken> 

The  post-mortem  examination  showed  thrombosis  of  both  femoral 
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veins,  and  ante-mortem  clot  could  be  easily  expressed  from  them. 
There  was  patchy  fibrinous  exudate  on  the  surface  of  the  lower  lobe  of 
the  right  lung,  overlying  pulmonary  infarctions.  A  recent  pulmonary 
embolus  was  found  in  the  main  pulmonary  artery,  composed  of  a 
coiled  ante-mortem  thrombus  6  in.  long.  An  old  thrombus  was 
impacted  and  organized  in  the  lower  branch  of  the  right  pulmonary 
artery,  and  peripherally  there  were  a  number  of  pulmonary  infarcts,  up 
to  2  in.  in  diameter.  The  oldest  was  probably  about  two  weeks  old. 
There  were  no  infarcts  in  the  middle  or  upper  lobe  of  the  right  lung  and 
none  in  the  left  lung.  The  small  duodenal  ulcer  was  partially  healed. 
The  heart  and  pericardium  were  normal. 

This  illustration  therefore  supports  the  view  that  the  illness  in  the 
case  first  described  began  as  an  acute  bronchiolitis,  probably  associated 
with  an  upper  respiratory  infection,  as  indicated  by  his  nasal  con¬ 
gestion  and  history  of  old  antral  infection.  The  pulmonary  embolus 
probably  first  formed  on  July  28th  when  the  pain  occurred  around  the 
diaphragm,  and  the  primary  source  of  the  embolus,  the  thrombosed 
veins  in  the  leg,  resulted  from  immobilization  in  bed. 
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SARCOIDOSIS 


“  Sickness  is  felt ,  health  little  or  not  at  ally 

Of  Managing  One’s  Will 

A  young  married  woman,  twenty-seven  years  of  age  was  admitted 
to  hospital  under  my  care  in  June  1953.  She  had  been  quite  well  until 
the  previous  November  when  she  noticed,  fairly  suddenly,  dryness  of 
the  mouth  and  an  unpleasant  taste.  A  few  days  later  a  rash  appeared 
on  the  neck,  trunk  and  arms,  which  spread  to  the  legs.  The  rash  faded 
in  about  six  weeks,  but  did  not  disappear.  Early  in  December  1952 
the  patient  began  to  cough  up  about  2  oz.  of  rather  thick  yellowish 
sputum  every  morning,  and  this  also  persisted  for  about  six  weeks. 
About  this  time  she  noticed  shortness  of  breath,  palpitations,  and 
weakness,  with  loss  of  weight.  During  the  seven  months  preceding 
admission  to  hospital  Mrs.  P.  lost  nearly  2  stones  in  weight.  Early  in 
February  1953  a  swelling  appeared  on  each  side  of  her  face,  and  her 
rother  told  her  that  she  was  suffering  from  mumps;  the  swellings 

however  were  painless.  The  only  other  symptom  noticed  was  soreness 
of  the  left  eye. 

The  patient  appeared  healthy  and  there  was  no  evidence  of  antemia 
No  lesions  were  seen  in  the  mouth.  Both  parotid  glands  were  uniformly 
enlarged  firm,  mobile  and  not  tender.  The  right  gland  was  a  little 
arger  than  the  left.  Swollen  lymphatic  glands  were  felt  in  the  right 
sub-mand^ular  region,  in  the  posterior  triangles  of  the  neck,  and  in 
e  groins.  Both  epitrochlear  glands  were  also  enlarged.  The  lacrvmal 
glands  were  larger  than  normal,  the  conjunctiva  lining  the  lower  lids 
was  red  and  thickened,  there  was  conjunctival  injection  and  The  left 

plasia  of  the  conjunctiva  of  the  lower  lid  The  ' ^  ^  ym?hoid  hyPer" 

It  appeared  probable  that  the  padem  ?° 

affecting  the  parotid  "lands  *hp  ™  •  as  suffering  from  sarcoidosis 

skin,  and  possibly  the  lungs  X  rav^  1V*’  ^  lymphatic  SIands,  the 

evidence  ofgross  enlargement  ofth  Y  ,  a,mmatlon  of  the  chest  showed 
«...  or U  l«-1' 
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rounded  punched  out  areas  of  the  phalanges  sometimes  met  with  in 
sarcoidosis.  This  is  called  Jungling’s  osteitis  tuberculosa  multiplex 
cystoides.  The  blood  count  was  normal,  the  sedimentation  rate  of  the 
red  cells  was  10  mm./l  hour  (Westergren),  and  the  Mantoux  test  was 
negative  with  a  dilution  of  1/100  tuberculin.  The  sputum  contained  no 
tubercle  bacilli.  The  blood  proteins  were  normal,  7T  G.  per  cent  with 
no  alteration  of  the  albumin/globulin  ratio,  as  may  occur  in  sarcoidosis; 
the  figures  being  albumin  4-5  G.,  globulin  2-6  G.  per  cent. 

The  diagnosis  of  sarcoidosis  was  confirmed  by  a  biopsy  of  the  right 
epitrochlear  gland  which  showed  changes  typical  of  the  disease,  nodular 
areas  composed  of  masses  of  reticulo-endothelial  cells,  with  some  giant 
cells,  but  no  caseation.  During  the  first  week  in  hospital  the  patient 
lost  a  further  5  lb.  in  weight,  despite  the  fact  that  she  was  eating  well. 

Treatment  was  begun  on  July  7th,  50  mg.  of  cortisone  being 
administered  by  mouth  three  times  daily.  The  response  was  very  rapid. 
In  a  few  days  the  lassitude  completely  disappeared,  in  fact  the  patient 
volunteered  the  remark  that  she  was  possessed  of  tremendous  energy. 
The  parotid  and  lymphatic  swellings  quickly  subsided,  the  X-ray  films 
of  the  chest  showed  diminution  of  the  hilar  glandular  shadows  and 
clearing  of  the  lung  fields.  There  was  a  gain  of  weight  of  8  lb.  in  two 
weeks.  The  patient  left  hospital  on  July  19  after  taking  a  total  of  2  G. 

of  cortisone  by  mouth. 


Mrs.  P.  was  seen  again  nine  months  later;  she  had  kept  very  well 
and  gained  another  19  lb.  in  weight,  being  then  12  st.  7  lb.  There  was 
no  recurrence  of  the  swellings,  the  eyes  appeared  normal,  and,  radio¬ 
graphically,  the  enlarged  hilar  shadows  had  disappeared  and  there  was 


furtlioi-  r*1f»arincr  nf  tllfl  111112  fields. 


INTERMITTENT  JAUNDICE 

“  Begin  early  to  make  a  threefold  category — clear  cases,  doubtful  cases, 
mistakes.  And  learn  to  play  the  game  fair,  no  self-deception ,  no  shrinking 
from  the  truth;  mercy  and  consideration  for  the  other  man,  but  none  for 
yourself,  upon  whom  you  have  to  keep  an  incessant  watch 

Counsels  and  Ideals 


From  time  to  time  a  doctor,  after  reading  one  of  my  case  descrip¬ 
tions,  has  said  to  me,  “  I  wish  you  would  tell  us  about  some  of  your 
mistakes,”  and  I  had  this  in  mind  when  selecting  this  case.  I  know 
of  no  other  condition,  which  may  prove  more  baffling,  or  give  rise  to 
greater  difficulties  in  diagnosis  than  jaundice,  and  the  instance  1  am 
about  to  describe  illustrates  some  of  these  difficulties,  while  the  final 
solution  of  the  problem  offers  an  explanation  of  how  the  mistakes 
arose. 

The  patient,  a  man  sixty  years  of  age,  consulted  me  early  one 
February  on  account  of  jaundice.  He  was  slim  of  build,  tall  and  hand¬ 
some,  with  a  shock  of  white  hair.  A  great  part  of  his  life  had  been 
spent  in  India,  where  he  had  suffered  both  from  amoebic  and  bacillary 
dysentery,  and  also  from  malaria.  Shortly  before  leaving  India,  and 
seven  years  prior  to  my  first  consultation,  Mr.  M.  noticed  pain  over  the 
xiphoid  cartilage,  usually  brought  on  by  walking  up  a  hill,  and  quickly 
disappearing  when  he  stopped  walking.  Electrocardiograms  taken  in 
India  and  on  arrival  in  England,  revealed  no  abnormality,  and  since 
returning  home  the  effort  pain  was  no  longer  noticed. 

The  illness  for  which  I  was  consulted  dated  back  to  the  middle  of 
the  previous  December,  when  he  first  felt  off  colour  and  complained 
ol  nausea  and  lassitude.  About  a  week  later  his  wife  noticed  that  his 
eyes  were  yellow,  and  the  patient  observed  that  his  urine  was  darker 
than  normal.  The  general  practitioner  was  called  in,  who  confirmed 
the  diagnosis  of  jaundice,  and  prescribed  calomel  to  be  taken  at  night 
and  a  Seidhtz  powder  in  the  morning.  The  patient  continued  with  this 
treatment  for  three  days,  and  the  next  night  woke  with  very  severe  pain 
high  up  m  the  epigastrium.  The  pain  was  very  acute  for  the  first  two 
hours  of  a  gripping  character  with  waves  of  increased  intensity,  and 
it  gradually  faded  away  during  the  next  thirty-six  hours.  The  doctor 
now  advised  that  the  calomel  and  Seidlitz  powders  should  be  dis- 

"•  ThrC^  WCekS  later’  aS  the  Jaundice  still  persisted,  a  chole- 

filled  with  ,rSH  h  T  the  l0?al  h0S|?ital-  The  gall-bladder  was  not 

Datient  had  f  j  ’u'  "?  evldence  ol  gall-stones  was  obtained.  The 
patient  had  noticed  that  the  stools  were  pale  at  the  onset  of  the  illness 
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later  they  became  putty-coloured  and  remained  so  until  a  week  before 
I  saw  him. 

At  my  examination  he  was  well  nourished,  weighing  13  st.  4|  lb., 
but,  between  the  middle  of  December  and  the  middle  of  January,  there 
had  been  a  loss  in  weight  of  just  over  1  st.  The  face  and  conjunctivae 
were  faintly  tinged  with  yellow,  and  the  skin  of  the  trunk  was  slightly 
more  icteric.  The  heart  and  lungs  were  normal.  The  liver  was  enlarged, 
firm,  smooth  and  not  tender.  The  lower  border  was  2\  in.  below  the 
right  costal  margin.  The  skin  generally  was  dry.  Screen  examination 
of  the  chest  showed  no  abnormality.  The  patient  had  not  taken  any 
alcohol  since  the  beginning  of  the  illness,  and  he  had  always  been  very 
moderate  in  this  respect.  I  could  find  nothing  abnormal  on  rectal 
examination,  and  no  enlarged  glands  were  palpable.  The  urine  was 
orange-coloured,  it  contained  no  albumin  and  no  sugar,  but  bilirubin 
was  present.  Mr.  M.  said  that  the  yellow  colouration  of  the  skin  was 
fading,  and  that  the  itching  which  had  troubled  him  earlier  was  now 
disappearing. 

I  considered  that  the  jaundice  was  due  to  an  attack  of  catarrhal 
jaundice  and  that  the  acute  pain  had  been  caused  by  the  passage  of  a 
small  stone.  It  seemed  probable  that  the  failure  of  the  gall-bladder  to 
fill  with  dye  in  the  cholecystographic  examination  was  due  to  chronic 
cholecystitis,  and  that  possibly  the  effort  angina  had  been  provoked 
by  the  same  cause.  In  view  of  the  persistance  of  the  jaundice,  however, 

I  advised  admission  to  hospital  in  London  for  further  investigations. 

The  patient  was  in  hospital  for  just  over  six  weeks,  during  which 
time  the  weight  remained  constant  at  13  st.  (stripped).  The  jaundice 
was  now  very  slight,  the  motions  were  dark  and  there  was  no  lc>nger 
evidence  of  extra-hepatic  biliary  obstruction.  The  urine  was  still  dark 
but  only  contained  a  trace  of  bilirubin.  The  temperature  was  normal 
during  the  stay  in  hospital,  but  the  sedimentation  rate  of  the  red _  cel Is 
was  raised  to  25  mm./l  hour  (Westergren),  so  that  there  was  probably 
some  active  process  still  at  work.  The  liver  was  now  palpable  3,  m. 
below  the  right  costal  margin,  and  there  was  slight  tenderness  m  e 

gallVbirfodusriiveS!0func«ion  tests  were  carried  out.  The  serum  bilirubin 

content  was  raised  to  3-2  mg./lOO  c.c.  The  direct  van  dfflBergh  t« 

nlnsma  nrotems  were  normal,  total  protein  o  o  '->•/ 
Too  cPr  X,Jn  4P5  G  glPobuL  2-3  G./100  c.c.  The  serum  alkaline 
phosphatase  was  high,  65  King-Armstrong  units/100  CXT 
in  units)  The  thymol  turbidity  was  normal,  1  unit.  The  raised 

alkal ine' phosphatase7 figure  favoured  the  diagn 

biliary  obstruction  rather  than  a  February  23rd,  38  units 

of  the  alkaline  phosphatase  were  65  units  on  1 heb  ^  and 

on  March  2nd,  43  units  on  March  6th.  39  units  on  ivtarc 
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32  units  on  March  23rd.  The  blood  count  on  admission  was  Hb. 
90  per  cent,  white  cells  5,700  per  c.mm.,  polymorphs.  59  per  cent, 
lymphocytes  30  per  cent,  monocytes  10  per  cent,  eosinophils  1  per  cent. 
The  sedimentation  rate  of  the  red  cells  steadily  improved,  falling  to 
10  mm./l  hour  (Westergren)  on  March  10th.  The  cholecystogram 
showed  very  poor  concentration  of  the  dye  in  the  gall-bladder,  the 
shadow  being  insufficient  to  exclude  the  presence  of  gall-stones  or  of 
other  abnormality. 

Despite  the  fading  of  the  jaundice  and  the  apparent  improvement 
in  the  patient’s  condition,  I  was  still  worried  by  the  high  alkaline 
phosphatase  reading,  and  the  rapid  loss  of  weight  prior  to  admission 
to  hospital,  and  so  arranged  a  consultation  with  another  physician. 
The  physician  considered  that  the  jaundice  had  been  obstructive  in 
origin  and  the  most  likely  cause  was  a  stone.  He  continued :  “  The 
onset  of  the  illness  and  the  fact  that  the  stools  recovered  their  normal 


colour  after  a  few  weeks  favour  a  hepatitis,  but  against  this  view  we 
must  balance  the  lack  of  tenderness  in  the  liver  and  the  definite  way 
which  the  non-clinical  investigations  point.  The  high  alkaline  phos¬ 
phatase  and  the  low  normal  thymol  are  both  strongly  suggestive  of 
obstruction,  but  above  all  I  feel  that  if  there  were  sufficient  liver  damage 
going  on  to  produce  the  present  degree  of  jaundice  the  plasma  albumin 
would  not  be  maintained  at  its  present  level.  If  this  is  an  obstruction 
Heel  we  can  dismiss  carcinoma  of  the  head  of  the  pancreas  because 
o  the  incomplete  block,  but  either  stone  or  carcinoma  of  the  ampulla 
might  be  responsible.  The  former  seems  more  likely  with  the  imperfect 
concentration  of  the  dye  in  the  gall-bladder,  and  the  fact  that  this 

organ  is  not  palpable.  1  think  I  should  be  inclined  to  put  his  present 
wasting  down  to  his  fat-free  diet.”  P  present 


,  t7"e  m°f  fayourable  features  certainly  appeared  to  be  the  clearing 
jaundice,  the  symptomatic  improvement,  the  lack  of  nausea  the 

calMnfaWsu?geSo1natnow  Thate  2*  7™  “  1  think  I  shall 

big  mistake.  The  patient  continued  ^improve  7saThe  * 

practically  faded,  although  the  live/  sTilT^  ^  J^UndlCe  havmS 

enlarged,  and  I  hoped  that  he  was  well  on  hewTvTo  Considerab|y 

patient  was  instructed  not  to  eat  cooked  V,  t  7  re,covery- 

protein  and  high  carbohydrate  diet  and  to  l  7®  3  ,°W  fat>  high 
year.  y  lc  aiei»  and  t0  take  no  alcohol  for  a 
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During  the  stay  in  hospital  he  was  given  methionine  1  G.  in  tablet 
form,  t.i.d.,  and  mg.  50  of  vitamin  Bi  were  injected  intramuscularly 
twice  a  week.  One  teaspoonful  of  magnesium  sulphate  dissolved  in 
2  oz.  of  hot  water  was  drunk  every  morning  on  waking,  after  which  the 
patient  lay  on  his  right  side  for  half  an  hour  before  having  breakfast. 

A  month  after  leaving  hospital  I  received  a  letter  from  the  patient 
saying  the  jaundice  had  disappeared  and  that  he  was  going  on  satis¬ 
factorily  and  able  to  do  more.  This  was  followed  by  a  period  of 
silence  of  six  or  seven  months.  The  general  practitioner  then  rang  me 
up  saying  he  was  strongly  of  the  opinion  that  the  patient  had  a  carcinoma 
of  the  head  of  the  pancreas  as  the  jaundice  had  returned,  the  liver  was 
enlarged  and  the  patient  looked  thin  and  ill.  And  so  a  few  days  later 
in  the  middle  of  November,  1  was  consulted  again.  Mr.  M.  told  me 
that  ten  days  previously,  after  a  long  motor  journey,  he  noted  that  his 
stools  were  pale,  and  then  his  skin  became  a  little  yellow.  The  appetite 
remained  good  and  there  was  no  nausea,  in  contrast  with  the  first 
attack  of  jaundice.  He  looked  thin  and  ill,  although  the  skin  was  only 
faintly  tinged  with  yellow.  The  weight  (clothed)  was  12  st.  4  lb.,  a  loss 
of  9  lb.  since  leaving  hospital.  The  liver  was  enlarged  3  in.  below  the 
right  costal  margin,  it  had  a  sharp  edge,  was  firm  and  not  nodular. 
The  spleen  was  not  palpable.  There  was  one  very  small  gland  above 
the  left  clavicle.  The  urine  was  orange  in  colour,  containing  bilirubin, 
but  no  sugar  and  no  albumin.  I  felt  nothing  abnormal  on  rectal 
examination.  The  sedimentation  rate  of  the  red  cells  was  22  mm. 
per  cent  plasma  at  one  hour.  The  alkaline  phosphatase  was  still 
raised  30  units/100  c.c.  There  was  no  further  history  suggesting  biliary 
colic  and  1  wrote  to  the  doctor  saying,  “  1  think  he  has  a  recurrence  of 
biliary  obstruction  and  the  liver  is  enlarged  with  fibro-latty  changes. 

I  advised  the  patient  to  go  to  bed  at  home  and  be  treated  on  lines 
similar  to  those  adopted  during  the  first  attack  of  jaundice  This  was 
mv  second  mistake.  Two  weeks  later  the  doctor  reported  that  the 
iaundice  had  increased  a  little  but  the  patient  seemed  very  well  m 
himself  and  cheerful.  The  jaundice  was  probably  a  little  deeper  than 
a  any  ime  during  the  first  attack.  The  laboratory  tests  carried  out  at 
/he  locl  hospital  now  showed  thymol  turbidity  1  urn,  a^alme 
phosphatase  33  units, 

“ -r  ~ ray  .asws 

riS',;"  ih.  p»i«  “  ■?« 1  ■  “rs 

in  bed,  the  motions  were  now  considerably  darker  ana  P 
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emphasized  the  fact  that  whereas  with  the  first  attack  of  jaundice  he 
felt  very  ill,  he  was  now  very  fit  and  quite  hungry. 

On  receipt  of  this  letter  I  advised  admission  to  hospital  in  London 
again  as  soon  as  possible.  The  doctor  replied  that  the  jaundice  definitely 
varied  and  that  the  patient  certainly  did  not  look  nor  feel  like  a  patient 
with  a  neoplasm. 

On  admission  to  hospital  again  at  the  end  of  the  first  week  in 
December,  the  jaundice  was  much  deeper  than  when  I  last  saw  the 
patient  four  weeks  previously,  and  there  had  been  a  loss  of  another 
4  lb.  in  weight.  The  motions  were  of  a  light  yellow  colour,  and  the 
urine  was  of  a  deep  mahogany  shade  and  contained  bilirubin.  The 
skin  had  been  itching  again  for  the  last  ten  days.  The  liver  was  larger, 
the  lower  edge  being  5  in.  below  the  right  costal  margin;  it  was  firm, 
but  not  tender.  The  serum  bilirubin  was  higher,  9  mg./lOO  c.c.,  and 
the  serum  alkaline  phosphatase  had  risen  to  78  units/100  c.c.  The 
thymol  turbidity  was  6  units,  the  colloidal  gold  test  was  negative,  the 
cephalin-cholesterol  was  1  unit,  and  the  serum  proteins  were  normal, 
albumin  4  G.,  globulin  2-9  G./100  c.c. 


I  at  once  called  in  a  surgeon  who  advised  a  laparotomy.  During 
the  ten  days  before  the  operation  the  jaundice  steadily  deepened,  the 
skm  being  ol  a  dark  yellow  hue,  with  no  green  tinge.  The  motions 
rapidly  became  darker,  and  the  Sister  reported  to  me  that  thev  varied 


The  jaundice  very  slowly  diminished  after  the 

tUMONT  S  n.  M  mC 


after  the  operation,  the  skin 
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ot  the  patient  being  a  very  pale  yellow  colour  six  weeks  later;  at  this 
time  the  colour  ol  the  urine  had  changed  from  a  deep  mahogany  to  a 
rather  dark  amber  hue.  The  motions  were  dark  and  the  bowels  worked 
regularly  twice  daily  without  an  aperient.  The  patient,  during  these 
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Fig.  19.  Diagram  of  operation  findings  in  carcinoma  of  right  hepatic  duct. 

six  weeks,  became  weaker  and  thinner,  but  suffered  no  pain.  He  did 
not  appear  to  appreciate  the  seriousness  of  his  condition,  because 
towards  the  end  of  January,  when  troubled  with  great  urgency  of  bowel 
action,  which  sometimes  was  uncontrollable,  he  said,  “  1  shall  have  to 
get  this  better  before  I  return  to  the  city.”  During  January  the 
temperature  rose  and  there  were  several  rigors,  in  which  the  tempera¬ 
ture  reached  105°  F.  These  were  presumably  due  to  absorption  ot 

toxin  from  the  necrotizing  growth. 

Comment.  If  we  assume  that  the  whole  illness  was  due  to  a  car- 

cinoma  arising  in  the  right  hepatic  duct,  which  is  the  most  likely 
explanation,  the  attack  of  biliary  colic  was  probably  due  to  a  detach¬ 
ment  of  a  small  portion  of  the  growth  and  its  passage  down  the  com 
bile  duct.  It  must  then  have  caused  a  complete  obstruction  of  the  duct 
which  resulted  in  the  putty-coloured  motions  When  ,t  passed  into  the 
duodenum  the  obstruction  was  relieved  and  the  jaundice  e'ear  - 
growth  must  then  have  slowly  increased  in  size  caus :ing _obs ruct 
mainly  of  the  right  hepatic  duct,  sufficient  bile  passing  into  the  intestines, 
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probably  from  the  left  hepatic  duct,  to  prevent  the  stools  from  becoming 
clay-coloured. 

The  disappearance  of  the  jaundice  for  six  months  or  so  was  possibly 
due  to  the  detachment  of  the  portion  of  growth  having  temporarily 
opened  the  passage,  and  so  relieving  the  obstruction.  The  improve¬ 
ment  of  the  sedimentation  rate,  as  the  jaundice  disappeared  in  the 
first  attack,  is  interesting,  as  it  occurred  despite  the  fact  that  the 
carcinoma  must  still  have  been  growing.  The  persistently  raised  serum 
alkaline  phosphatase  figure  truly  indicated  the  presence  of  an  extra- 
hepatic  obstructive  biliary  lesion,  and,  in  view  of  this,  laparotomy 
should  have  been  performed  at  an  earlier  date,  although  the  disease 
would  not  then  have  been  curable  by  operation. 

I  do  not  know,  reader,  whether  you  will  consider  the  explanation 
I  have  propounded  to  be  satisfactory,  or  whether  you  are,  like  Syden¬ 
ham,  “  a  man  of  many  doubts.” 


THE  ACHING  SIDE 


“  Second  thoughts  are  best." 

Spanish  Fryar 


The  physician  who  examines  a  patient  in  his  consulting  rooms,  or 
who  is  called  out  to  see  a  patient  with  the  general  practitioner,  suffers 
from  a  certain  disadvantage  in  having  to  observe  all  the  available 
evidence  at  one  examination  and  to  form  an  opinion  at  the  time  of  the 
consultation.  He  has  not  the  opportunity  of  thinking  the  case  over, 
and,  if  necessary,  of  examining  the  patient  again  to  search  for  points  of 
clinical  significance  which  might  support,  or  possibly  exclude,  the 
diagnosis  originally  formed. 

Even  the  greatest  physicians  have  realized  their  weakness  in  this 
respect,  for  it  is  recorded  of  Thomas  Addison  that  “  He  has  also  been 
known,  after  seeing  a  patient  within  the  radius  of  eight  or  ten  miles, 
to  remember  on  his  near  approach  to  London,  thinking  over  the  case 
on  his  way,  that  he  had  omitted  some  seemingly  important  inquiry, 
and  to  have  posted  back  some  miles  for  the  purpose  of  satisfying  his 
mind  on  the  doubt  which  had  occurred  in  it. 

In  September  1952  I  was  asked  to  see  a  surveyor,  thirty-nine  years 
of  age.  Fourteen  years  previously  the  left  epididymis  had  been  removed 
on  account  of  a  tuberculous  infection,  and  at  the  same  time  a  pleural 
effusion  formed  on  the  left  side,  for  which  he  was  treated  in  a  sanatorium 
for  four  months.  Subsequently  he  returned  to  work  and  was  kept 


under  observation  at  a  chest  clinic.  „ 

In  January  1952  he  first  complained  of  an  ache  or  a  pam  m  the  lett 
chest.  X-ray  examination  showed  evidence  of  pleural  thickening  on  the 
left  side,  and  the  physician  at  the  clinic  considered  that  the  symptoms 
were  probably  due  to  “  a  patch  of  pneumonitis.”  A  course  of  penicillin 
and  sulphonamide  was  given,  but  as  the  pain  persisted  the  physician 
now  thought  that  it  was  due  to  pleural  adhesions  and  referred  the 
patient  to  the  physiotherapy  department  for  treatment.  He  was  given 
short-wave  therapy  and  ultraviolet  light,  with  still  no  relief  from  the 
ache  and  so  in  September,  I  was  asked  to  see  him. 
aC  The  patient  did  not  look  ill,  but  he  had  lost  1  st  in  weight  during 
the  previous  eight  months  and  he  still  complained  of  a  persistant  ache 
n  the  back  at  the  level  of  the  eleventh  thoracic  vertebra  extending 
round  the  lower  part  of  the  left  chest.  There  was  also  pam  referred 
to  the  right  lower  chest  of  more  recent  origin,  and  he  said  that 

afraid  to  move  his  back  owing  to  the  pain.  ...  r 

Thc  percussion  note  was  impaired  over  the  lower  two-thirds  of 
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the  left  lung,  with  weak  breath  sounds,  coarse  rales  and  a  few  pleural 
crepitations.  Screen  examination  of  the  chest  showed  diminished 
movement  of  the  left  diaphragm,  with  left  costo-phrenic  adhesions.  The 
film  revealed  numerous  calcifying  spots  throughout  the  lower  half  of 
the  left  lung,  with  obliteration  of  the  left  costo-phrenic  angle.  The 
mouth  temperature  was  98  4°  F.  at  4.30  p.m.,  but  the  sedimentation 
rate  of  the  red  cells  was  raised  to  27  mm.  per  cent  plasma  at  one  hour. 

I  thought  the  pain  was  due  to  an  active  tuberculous  pleurisy  and 
advised  the  general  practitioner  that  the  patient  should  go  to  bed  and 
be  given  a  course  of  iso-nicotinic  acid  hydrazide  (I.N.A.H.),  and  that 
he  must  have  no  physiotherapy. 

Meditating  on  the  case  a  day  or  so  later  I  was  impressed  by  the 
segmental  distribution  of  the  pain,  by  the  fact  that  the  pain  was  now 
also  spreading  round  the  right  side  of  the  chest,  and  by  the  patient’s 
statement  that  he  was  afraid  to  move  his  back  owing  to  the  pain.  I 
had  not  paid  due  attention  to  the  significance  of  these  points  at  the 
time  of  my  examination,  neither  had  I  carefully  tested  the  spinal  move¬ 
ments.  The  fact  that  the  left  epididymis  had  been  involved  indicated 
that  the  tuberculous  infection  was  disseminated  at  that  time,  and  this 
suggested  that  localization  might  have  again  occurred  at  a  fresh  site 
I  could  not  repair  my  error  of  omission  by  examining  the  patient 
again,  but  I  wrote  a  second  letter  to  the  doctor  asking  him  to  arrange 
for  an  X-ray  examination  of  the  spine.  A  month  later  1  received  his 
answer;  there  was  a  tuberculous  lesion  affecting  the  lower  part  of  the 
thoracic  spine,  and  arrangements  were  being  made  for  the  patient’s 
admission  to  hospital  for  treatment.  ^ 


RECURRENT  ATTACKS  OF  VOMITING 


Patients,  especially  women,  who  consult  their  doctors  on  account 
of  recurrent  attacks  of  vomiting  run  the  risk  of  being  labelled  as 
“  functional  ”  or  “  neurotic,”  especially  if  the  attacks  follow  some 
emotional  upset,  if  no  abnormal  signs  can  be  found,  and  if  the  investiga¬ 
tions  which  have  been  carried  out  yield  no  helpful  results. 

In  October  1950  l  was  consulted  by  a  lady,  fifty-six  years  of  age, 
a  native  of  India,  who  was  afflicted  by  this  complaint.  The  first  attack 
took  place  early  in  March  1950.  It  began  with  what  she  described  as 
an  “  ordinary  tummy-ache  ”  near  the  navel,  which  she  had  had  several 
times  before.  This  was  quickly  followed  by  pain  in  the  back  of  the 
chest,  between  the  vertebral  border  of  the  left  scapula  and  the  spine. 
The  patient  then  vomited  green-brown  fluid,  with  rapid  relief  of  the 
pain.  The  vomit  on  this  and  subsequent  occasions  did  not  contain  any 
food  residue.  During  March  and  April  the  attacks  were  relatively 
few  and  lasted  only  about  half  an  hour,  but  in  May  they  became  more 
frequent  and  persisted  for  an  hour  or  longer.  They  now  occurred  both 
by  day  and  by  night,  and  were  always  accompanied  by  vomiting,  but 
the  later  attacks  differed  from  the  early  ones,  as  the  vomiting  did  not 
always  relieve  the  pain.  The  temperature  was  never  raised  during  an 

attack 

In  June  and  July  the  patient  told  me  that  the  pain  was  almost 
unbearable,  and  on  some  occasions  it  would  last  all  day.  It  was  then 
chiefly  situated  around  the  navel  and  in  the  left  flank.  The  pam  was 
usually  of  a  twisting  or  griping  nature,  but  there  was  no  action  ot  the 
bowels  during  an  attack.  Since  the  onset  of  the  symptoms  the  bowels 
had  been  constipated  and  were  only  opened  with  the  aid  of  aperients 
Mrs.  M.’s  doctor  in  India  wrote  to  me,  saying.  Since  the  mid 
of  Mav  the  attacks  have  become  more  formidable  as  regai  s  lequency 
and  severity  The  pain  occurs  two  to  three  times  daily,  followed  a  most 
every  time  by  two  or  three  projectile  vomits.  These  attacks  last  almost 
two  ui  three  hours  but  mild  pain  persists  m  the  intervals.  There  was 
r^re^ckon  August  The.oriy  phys^^P^t 

.sift  i» 
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trace  of  albumin.  The  serum  amylase  is  normal.  The  blood  sugar 
curve  persists  at  the  threshold  level  for  about  an  hour.  Mrs.  M.  has 
been  treated  with  a  course  of  emetine  injections  and  with  Entero- 
Vioform  tablets  by  mouth.  She  has  had  Bellafoline,  Cibalgin  and 
Bellergal,  also  Panteric  tablets.  The  attacks  became  less  frequent  and 
milder,  the  last  attack  occurred  on  September  16th,  1950.  She  had  been 
treated  as  a  case  of  chronic  pancreatitis  with  left  lobe  hepatitis.” 

I  also  received  a  letter  from  a  surgeon  who  had  seen  the  patient  in 
India.  He  wrote,  “  The  question  of  a  pancreatic  lesion  (neoplastic) 
arises  in  my  mind.  I  have  suggested  an  exploratory  laparotomy  to 
settle  the  diagnosis.” 

I  examined  the  patient  on  October  5th,  three  days  after  her  arrival 
in  England  by  plane.  There  had  been  a  slight  attack  of  abdominal  pain 
and  vomiting  the  day  before  I  saw  her.  Mrs.  M.  told  me  that  in  1913 
she  had  an  acute  attack  of  appendicitis,  but  the  appendix  was  not  re¬ 
moved.  In  1935  she  had  an  operation  for  prolapse  of  the  uterus,  and 
in  1946  one  for  umbilical  hernia.  A  few  days  before  the  first  attack  of 
vomiting  she  tell  on  a  platform  when  alighting  from  a  slowly  moving 
train,  and  bruised  the  right  side  of  her  body  and  right  elbow. 

The  abdomen  was  lax  and  easy  to  examine,  but  I  could  feel  nothing 
abnormal.  There  was  slight  tenderness  on  deep  pressure  in  the  sub¬ 
costal  region  on  each  side  and  over  the  descending  colon.  The  patient 
was  still  conscious  of  a  little  pain  below  the  inferior  angle  of  the  left 
scapula  Despite  the  loss  of  weight  she  was  well  nourished,  weighing 
9  st.  71b.  (clothed),  and  being  5  ft.  in  height.  She  said  that  she  had  been 
very  fat  previous  to  the  present  illness.  I  saw  the  films  of  the  barium 
meal  taken  in  India  which  appeared  to  show  an  abnormal  coil  or  kink 
m  le  region  of  t  le  splenic  flexure,  and  I  made  a  provisional  diagnosis 
of  recurrent  attacks  of  colonic  splasm.  & 

caJfor  fnrt' hi'  S,h°rtly  afterwards  admitted  to  hospital  under  my 
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hours.  The  duodenal  can  fill  ^tomach’ which  was  empty  in  four 
no  X-ray  evidence  o  Zo  t  ei?ptied  normal|y  a"d  there  was 
Barium  enema:  Normal  X-ravofsni  1  e«COlls  ot  the  sma11  intestine. 
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normal.  Blood  urea:  20  mg./ 100  c.c.  Urine:  No  protein,  no  casts. 
Fractional  test  meal:  Slight  increase  in  free  and  total  acids  from  |  to 
If  hours.  No  blood  in  the  specimens.  Blood  count:  Hb.  87  per  cent. 
Normochromia.  White  cells  6,300  per  c.mm.,  polymorphs.  52  per  cent, 
lymphocytes  40  per  cent,  monocytes  3  per  cent,  eosinophils  5  per  cent. 
Blood  Wassermann  reaction:  Negative. 

The  only  diagnosis  which  I  could  make,  although  very  inadequate, 
was  that  the  pain  was  due  to  osteoarthritis  of  the  spine,  a  root  pain, 
and  the  vomiting  to  colic,  either  secondary  to  spasm  of  the  pylorus  or 
of  the  splenic  flexure.  Why  the  vomiting  should  relieve  the  pain  was 
not  explained,  unless  the  pain  was  due  in  part  to  hyperchlorhydria. 
This  would  not,  however,  explain  the  relief  of  the  pain  in  the  left  side 
of  the  back.  The  patient  was  treated  with  a  convalescent  stage  peptic 
ulcer  diet,  and  with  radiant  heat  to  the  back.  I  also  ordered  a  light 
abdominal  support,  in  case  there  was  an  element  of  visceroptosis 
causing  dragging  or  kinking  in  the  region  of  the  splenic  flexure. 

I  was  disappointed  that  no  further  light  had  been  thrown  on  the 
nature  of  the  illness  either  by  observing  the  attacks  in  hospital  or  by 
the  investigations.  Perhaps  one  useful  purpose  had  been  served; 
my  newly  qualified  and  highly  scientific  house  physician,  a  bachelor 
of  science,  realized  now  how  very  difficult  clinical  medicine  can  be. 

I  saw  Mrs.  M.  again  early  in  December  1950.  Despite  the  radiant 
heat  treatment  and  the  abdominal  support,  she  had  suffered  five  more 
attacks  of  pain  and  vomiting,  although  none  of  them  very  severe, 
during  the  three  and  a  half  weeks  since  leaving  the  hospital.  The 
patient  now  returned  to  India  and  in  January  1951  had  the  most  severe 
attack  of  pain  and  vomiting  that  she  had  ever  experienced. 

I  heard  nothing  more  for  two  and  a  half  years,  when  Mrs.  M 
came  again  to  see  me  to  report  progress.  I  was  delighted  to  find  that 
she  was  now  cured.  She  looked  very  well  and  had  regained  her  lost 
weight.  In  March  1951  she  passed  blood  in  the  motions,  and  a  laparo¬ 
tomy  was  carried  out.  An  ulcer  was  found  on  the  posterior  wall  of  he 
stomach,  adherent  to  the  pancreas.  Since  the  operation  the  paint 
back  and  in  the  abdomen  had  completely  disappeared  and  there  were 

no  further  attacks  of  vomiting. 

Comment  Why  did  we  fail  to  diagnose  the  nature  of  the  illness 
while  the  patient  was  in  hospital?  Perhaps  it  would  have  been  possible 
To  see  the  ulcer  by  gastroscopy,  although  the  barium  meal  failed  to 
reveal  its  presence  The  diagnosis  made  by  the  surgeon  in  India  tha 
[he  plncreas  was  affected  was  correct,  although  fortunately  it  was  not 

d  ^carcinoma  of  the  pancreas  the  pain  may  be  very  severe  and 
. .  icm  T  ww  a  man  forty-nine  years  of  age,  on  accou 
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been  ill  for  three  months  and  no  cause  had  been  found  of  his  sufferings. 
His  doctor  told  me  that  he  looked  very  ill,  with  a  bad  colour  and  toxic 
appearance,  but  his  temperature  was  normal.  When  I  saw  the  patient 
the  next  day,  there  was  slight  jaundice  for  the  first  time,  and  the  urine 
contained  bilirubin.  I  made  a  diagnosis  of  carcinoma  of  the  pancreas 
and  liver,  with  involvement  of  the  spinal  nerve  roots  or  of  the  vertebras, 
probably  the  latter,  as  the  pain  did  not  radiate  round  the  waist.  I 
have  never  forgotten  this  consultation  although  it  took  place  twenty- 
three  years  ago.  I  found  the  patient  squatting  on  his  heels  with  his 
back  to  an  electric  fire.  Apart  from  injections  of  morphine  this  was 
the  only  way  in  which  he  obtained  some  relief  from  his  pain,  and  he 
spent  the  greater  part  of  the  day  in  this  position.  He  could  neither 
lie  in  bed  nor  sit  in  a  chair  owing  to  intensification  of  the  pain.  He 
rapidly  became  worse  and  died  two  weeks  after  my  first  visit.  The 
post-mortem  examination  showed  an  extensive  carcinoma  involving 
the  whole  of  the  pancreas,  spreading  to  the  stomach  and  invading  its 
outer  coats.  There  was  no  gastric  ulceration.  The  growth  was  firmly 
bound  down  to  the  vertebrae,  but  had  not  eroded  them.  A  secondary 
deposit  in  a  gland  was  compressing  the  common  bile  duct. 

A  second  case  of  recurrent  attacks  of  vomiting  was  not  so  difficult 
to  diagnose.  The  patient  was  a  married  woman,  twenty-eight  years  of 
age.  The  first  occasion  was  three  and  a  half  years  before  my  visit 

and  cn  Ar+lif  ^  J _ xl.  r*  i  r*  .  i  -  •' 


and  shortly  after  the  death  of  her  father.  The  patient  was  referred  to 


>  .  - -  i  “c  uarium 

oariuin  passed  normally  down  the 

am  was  present  high  up  on  the 
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posterior  wall  (see  Fig.  20).  Apart  from  this  there  was  no  X-ray  evi¬ 
dence  of  abnormality  in  the  stomach,  which  was  empty  in  four  hours. 
The  duodenal  cap  was  not  tender.  It  filled  and  emptied  normally  and 
there  was  no  evidence  of  duodenal  ulceration,  or  other  abnormality 
in  the  coils  of  the  small  intestine.  At  twenty-four  hours  some  of  the 
barium  had  been  evacuated,  and  the  barium  meal  examination  showed 
no  X-ray  evidence  of  abnormality  in  the  colon.  The  cholecystogram 


Fig.  20.  Diverticulum  high  up  on  posterior  wall  of  stomach. 


was  normal.  The  blood  count  was  Red  cells  3-9  millions  per  c.mm. 
Hb  85  per  cent.  C.T.  1-06.  Mean  corpuscular  haemoglobin 
Hb;  °  npr  cent  White  cells  6,100  per  c.mm.,  polymorphs. 

S^per  'cent  lymphocytes  37  per  cent,  monocytes  1  per  cent,  basophi is 
1  per  cent  ’  The  anaemia  therefore  did  not  show  an  iron  deficiency  as 
,  P  m  r  H  C  was  not  below  32  per  cent,  the  lower  limit  of  normal, 
seemed  probable  that  the  periodic  attacks  of  vomiting  were  due 
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to  retention  of  food  in  the  gastric  diverticulum  and  I  advised  a  con¬ 
sultation  with  a  surgeon  if  the  attacks  persisted  and  were  not  prevented 
by  the  administration  of  a  kaolin  and  bismuth  mixture.  The  patient 
did  see  a  surgeon  several  months  after  leaving  hospital,  as  the  attacks 
recurred  and  he  advised  an  operation.  She  was  not,  however,  willing 
at  the  time  for  it  to  be  performed. 

Comment.  A  gastric  diverticulum  is  usually  a  congenital  abnor¬ 
mality.  It  is  generally  situated  near  the  cardia  on  the  lesser  curvature 
or  posterior  wall  of  the  stomach.  An  acquired  gastric  diverticulum  is 
very  rare,  but  may  form  in  connection  with  a  gastric  ulcer.  A  gastric 
diverticulum  is  said  rarely  to  cause  distress,  but  the  barium  meal 
examination  may  show  the  barium  remaining  in  the  diverticulum  when 
the  stomach  is  empty,  and  food  will  presumably  do  the  same  in  these 
cases.  Stagnation  may  then  give  rise  to  vomiting  and  gastric  irritability, 
in  which  case  the  diverticulum  can  be  removed  or  obliterated  by 
invagination. 


MY  INGLORIOUS  HOUR 


(( 


Boast  not  thyself  of  to-morrow;  for  thou  knowest  not  what  a  day  may 

bring  for  thy 


The  Proverbs 


On  Friday,  March  7th,  1941 — can  I  ever  forget  the  day — I  was 
asked  to  see  a  young  aircraftman,  twenty-three  years  of  age,  on  account 
of  rheumatic  symptoms. 

In  the  winter  of  1939,  which  was  particularly  severe,  while  living 
under  conditions  sufficient  to  test  the  resistance  of  the  most  spartan, 
this  young  man  developed  an  attack  of  rheumatic  fever.  It  was  not 
very  acute,  and,  after  being  in  bed  a  month,  he  was  sent  on  twenty-one 
days’  leave.  During  the  next  winter,  which  was  also  bitterly  cold,  the 
aircraftman  was  encamped  in  the  north  of  England,  and,  after  sleeping 
in  a  damp  bed  when  on  leave,  was  admitted  to  a  civilian  hospital  in 
London  with  acute  pain  in  the  right  knee.  A  week  later  he  was  again 
sent  on  leave,  but  not  feeling  well  consulted  a  civilian  doctor  who 
referred  him  to  me.  The  doctor  certified  that  he  was  still  unfit  for 
duty,  and,  with  a  temperature  of  99  F.  and  a  rapid  pulse,  he  clearly 


required  further  treatment. 

When  I  examined  the  patient  I  could  not  find  any  signs  of  rheu¬ 
matism,  he  was  suffering  no  pain,  but  the  temperature  at  midday  was 
raised  to  103°  F.  Thinking  that  he  possibly  had  an  attack  of  influenza 

I  arranged  for  immediate  admission  to  hospital. 

In  the  afternoon  I  made  my  ward  round.  I  did  not  examine  the 
patient  again  but  I  noticed  him  lying  in  bed  with  face  flushed  and 
conjunctivas  injected.  Glancing  at  the  chart  I  saw  the  temperature  was 
now  104-8°  F.,  and  thought,  “  Well,  its  a  good  thing  I  admitted  hi  . 

Next  morning  my  house  physician  rang  me  up  and  said  that 
arrangements  were  being  made  to  transfer  the  aircraftman  to  a  fever 
hospifal  as  a  typical  measles  rash  had  appeared  on  his  forehead  near 
the  roots  of  his  hair  and  behind  the  ears.  He  also  added  that  on 
examining  the  patient  after  my  ward  round  he  noted  Kopltk  s  spots. 
T  was  covered  with  confusion,  and  wondered  how  l  should  be 

XJrta^ 

ccdd^as1']*  thought  The^waS^'meanvdiile,8  was'  pu/  in  quarantine, 

buf  unfortunately,  eleven  days  later,  one  of  my  clerks  succumbed  to 

,He  1  hTd  exandned'the  patient’s  mouth,  I  had  noted  the  throat  was  very 

red  but  I  had  not  looked  for  Koplik  s  spots. 

’  108 


WHOSE  WAS  THE  MISTAKE? 


“  We  are  none  of  us  infallible,  not  even  the  youngest."’ 

Reminiscences 

Despite  many  years  of  practice  I  seldom  attend  a  consultation  in  a 
patient’s  house  without  a  certain  feeling  of  apprehension.  The  further 
I  travel  to  the  consultation  the  greater  is  my  appreciation  of  the  irre¬ 
vocability  of  the  opinion  I  shall  be  called  upon  to  express.  In  the 
majority  of  cases  there  is  no  cause  for  such  anxiety,  the  diagnosis  being 
easy  and  the  treatment  conventional.  From  time  to  time,  however, 
the  consultant  is  confronted  with  a  problem  which  taxes  his  skill  and 
experience  to  the  uttermost,  and  which,  although  on  the  face  of  it 
commonplace,  on  closer  inspection  becomes  more  difficult  and  doubtful 
the  more  carefully  all  the  facets  of  the  illness  are  considered.  A  good 
working  rule  is  never  to  accept  a  ready-made  diagnosis. 

One  afternoon  in  the  spring  of  1952  I  was  asked  to  see  a  patient 
said  to  be  suffering  from  pleurisy.  The  illness  began  about  four  weeks 
previously  with  fever  and  pain  in  the  left  side  of  the  chest.  After  a  few 
days’  rest  in  bed  the  temperature  fell  to  normal  and  the  patient  was 
allowed  to  get  up.  Within  a  day  or  so,  however,  the  temperature  rose 
again,  and,  for  the  two  weeks  preceding  my  visit,  it  had  ranged  from 
99  to  100  F.  each  evening.  Chloramphenicol  capsules  had  been  given 
without  any  favourable  result.  The  patient  complained  of  sweating 
but  there  was  no  cough  and  no  expectoration.  For  one  day  only  had 
pain  been  felt  at  the  tip  of  the  left  shoulder,  suggesting  some  diaphrag¬ 
matic  involvement.  An  X-ray  film  of  the  chest  showed  diminished 
translucency  at  the  left  base,  sufficient  to  obscure  the  diaphragm  but 
he  area  of  lung  fields  which  could  be  seen,  appeared  normal,’ and 

numbered  8000^“°  dlSplaCe]ment  The  white  c^s  of  the  blood 
numbered  8,000  per  c.mm.,  with  a  normal  differential  count 

I  found  the  patient  well  nourished,  but  a  little  pale;  she  appeared 
ill,  as  if  suffering  from  a  prolonged  fever.  There  was  no  cyanosis  and 
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iodine  and  the  administration  of  a  salicylate  mixture  ""  tlnCtUrC  °f 
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A  week  later  the  general  practitioner  telephoned  me,  saying  that 
the  temperature  was  now  rising  to  101°  F.  in  the  evenings,  and  that  the 
signs  of  effusion  were  more  clearly  marked  at  the  left  base.  The 
haemoglobin  was  65  per  cent.  1  advised  that  a  specimen  of  fluid  should 
be  removed  and  examined  microscopically  and  by  inoculation  into  a 
guinea-pig. 

The  patient  was  now  moved  to  a  nursing  home  and  the  chest 
explored  by  the  practitioner.  The  report  on  the  fluid  was  as  follows: 
“  The  pleural  effusion  is  turbid,  of  a  yellow  colour  and  it  contains  a 
shaggy  coagulum.  No  tubercle  bacilli  were  found.  No  bacteria  were 
present  in  the  Gram-stained  smear.  Stained  preparations  of  the 
centrifugalized  deposit  and  of  the  coagulum  showed  large  numbers  of 
leucocytes  and  pleural  endothelial  cells,  and  small  numbers  of  red  blood 
cells  and  histiocytes.  About  60  per  cent  of  the  leucocytes  were  neutro¬ 
phils  and  40  per  cent  lymphocytes.  There  were  also  present  groups  of 
cells  showing  irregular  nuclear  patterns,  some  being  bi-nucleate.  Their 
cytoplasm  was  fairly  well  defined.  These  cells,  although  most  probably 
of  pleural  origin,  could  not  with  certainty  be  described  as  benign.  A 
guinea-pig  has  been  inoculated  and  a  culture  put  up  for  the  tubercle 
bacillus.” 

In  view  of  the  possibility  that  the  pleural  effusion  was  tuberculous 
in  origin,  and  as  the  temperature  was  higher,  reaching  101-102  F.  in 
the  evening,  the  patient  was  now  given  a  course  of  streptomycin 
injections.  When  L  received  the  report  on  the  fluid  a  few  days  later, 
I  rang  up  the  doctor  saying  that  the  condition  might  be  a  pleural  endo¬ 
thelioma,  but  I  advised  that  the  streptomycin  injections  should  be 
continued.  They  appeared  to  have  a  beneficial  effect,  for  the  tempera¬ 
ture  fell  to  normal  two  weeks  later,  and  on  May  29th  the  practitioner 
telephoned  me  again  to  report  that  the  patient  was  very  much  better 
and  the  pleural  effusion  had  absorbed.  The  hemoglobin,  however, 
had  fallen  to  60  per  cent,  despite  the  administration  of  an  iron  pre¬ 
paration  by  mouth.  In  view  of  this  I  suggested  that  a  further  X-ray 
should  be  taken  of  the  chest  and  that  the  feces  should  be  examined  for 


occult  blood.  i  ,  . 

I  heard  nothing  more  for  a  further  two  weeks  when  I  was  asked  to 

see  the  patient  again  in  consultation  with  the  general  practitioner.  On 
arrival  at  the  nursing  home  I  found  the  temperature  charts  arranged  on 
the  table  in  the  waiting  room,  together  with  the  X-ray  films.  The 
temperature  had  now  been  normal  for  several  weeks,  but  the  second 
X-ray  film  showed  little  change  from  the  first.  There  was  still  a  den 
shadow  at  the  left  base,  obscuring  the  diaphragm,  and  suggesting 
something  more  solid  than  thickened  pleura.  The  guinea-pig  inocula¬ 
tion  test  and  the  culture  of  the  fluid  showed  no  evidence  ol  tuberculosis. 
The  occult  blood  test  on  the  feces  was  strongly  positive  on  two  occa- 
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sions,  and  the  doctor,  on  making  a  rectal  examination  had  felt  what  he 
considered  to  be  nodules  in  the  wall  of  the  rectum,  and,  very  wisely, 
had  called  in  a  surgeon. 

The  surgeon  after  examining  the  rectum  said  there  was  no  tumour 
there,  and  suggested  the  possibility  that  the  nodules,  which  were 
situated  outside  the  rectum,  might  be  due  to  endometriosis.  Further, 
he  had  sigmoidoscoped  the  patient  and  found  no  evidence  of  disease, 
and  abdominal  examination  had  revealed  nothing  abnormal.  The 
hemoglobin,  despite  intensive  iron  treatment,  was  still  only  65  per  cent, 
and  it  was  to  explain  this  that  l  was  invited  to  a  second  consultation. 

I  had  now  the  opportunity  of  examining  the  patient  again  from 
head  to  foot.  She  was  looking  and  feeling  better  than  at  my  previous 
visit,  the  fever  had  abated,  and  she  appeared  more  cheerful.  She  was 
well  nourished,  though  pale,  and  there  was  neither  cough  nor  shortness 
of  breath,  and  no  pain.  I  enquired  about  the  appetite  which  was 
satisfactory,  there  were  no  symptoms  of  indigestion,  the  bowels  were 
opened  regularly  and  the  motions  appeared  normal.  No  blood  nor 
mucus  had  been  noticed  in  the  fasces,  and  there  was  no  vaginal  haemor- 
rhage.  The  patient  was  now  getting  up  for  a  few  hours  each  day  and 
sitting  in  the  garden  when  the  weather  permitted.  I  could  detect  no 
signs  of  pleural  effusion,  although  the  percussion  note  was  still  impaired 
at  the  left  base  behind,  where  the  breath  sounds  were  weak  and  the 
voice  conduction  diminished.  The  physical  signs  were  compatible 
with  thickening  of  the  pleura.  I  examined  the  abdomen  very  carefully 
and  could  feel  nothing  abnormal  under  the  left  costal  margin,  or  else¬ 
where.  External  piles  were  present,  which  the  patient  said  bled  from 
time  to  time,  and  it  seemed  possible  that  they  were  the  source  of  the 
occult  blood  in  the  faeces.  The  fact  that  the  pleural  fluid  had  3nmr^ti„ 


'  nothmg  abnormal  a  barium  meal 
a  peptic  ulcer  was  present  in  the 
dy  manifestation  was  the  minute 


the  radiologist 
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it  revealed  the  presence  of  a  carcinoma  of  the  splenic  flexure,  which 
was  threatening  to  cause  obstruction.  It  appeared  to  me  probable 
that  the  growth  was  inoperable  and  adherent  to  the  diaphragm,  but  I 
advised  that  the  help  of  a  surgeon  should  once  more  be  sought. 

I  heard  nothing  further  until  about  a  month  later  1  telephoned  the 
doctor  asking  for  the  latest  news.  He  apologized  for  not  letting  me 
know  before  and  said  that  a  laparotomy  had  been  performed  two 
weeks  previously,  after  a  preliminary  blood  transfusion.  A  growth 
was  found  in  the  splenic  flexure  adherent  to  the  diaphragm,  the  peri¬ 
toneum  being  studded  with  secondary  deposits,  the  nodules  felt 
previously  on  rectal  examination  being  also  secondary  growths.  In 
view  of  the  threatened  obstruction  the  transverse  colon  was  anastomosed 
to  the  descending  colon  and  the  abdomen  closed.  The  patient  now 
appeared  to  be  remarkably  well  and  was  quite  unaware  of  the  serious 
nature  of  her  illness. 

The  general  practitioner  remarked  that  it  was  very  strange  that  the 
onset  of  the  illness  was  with  pleurisy  and  that  throughout  its  course 
there  were  no  signs  pointing  to  the  primary  lesion  in  the  intestine.  As 
he  spoke  I  wondered  whether  he  was  still  ignoring  the  significance  ot 
the  positive  occult  blood  test,  for  “  he  that  contemneth  small  things 
shall  fall  little  by  little.” 


PLEURAL  EFFUSION 


“  There  was  a  Door  to  which  I  found  no  Key: 

There  was  a  Veil  past  which  /  could  not  see.” 

The  Rubaiyat 


Towards  the  end  of  1938  I  was  consulted  by  a  native  of  Burma, 
a  judge,  on  account  of  a  trivial  complaint,  a  small  swelling  on  the 
back  of  the  chest.  The  patient  had  always  enjoyed  good  health,  but 
during  the  previous  year  suffered  from  an  itching  eruption  on  the  head, 
which  he  attributed  to  wearing  his  judicial  wig.  The  rash  spread  to  the 
neck  and  back,  and,  not  being  relieved  by  ointments,  eventually  dis¬ 
appeared  after  the  application  of  certain  herbal  remedies. 


Early  in  1938  the  judge's  wife  noticed  a  small  lump  on  the  back  of 
her  husband  s  chest  on  the  right  side.  Herb  powders  were  applied,  but 
the  lump  remained,  unaltered  in  size.  It  caused  no  pain,  but  from  time 
to  time,  there  was  a  sensation  as  if  the  nerves  in  the  shoulder  and  side 
of  the  chest  were  strained.  The  swelling  presented  the  characteristic 
eatures  of  a  lipoma.  It  was  just  over  an  inch  in  diameter,  not  tender 
and  there  was  no  redness  of  the  overlying  skin.  As  I  made  my  examina- 

c  Cl,mCal  leCtUre  given  at  the  Middlesex  Hospital 
y  Sir  John  Bland-Sutton,  when  1  was  a  student.  The  subject  was 

lipomata,  the  patient  a  man  with  a  moderately  large  fatty  masssituated 
m  the  upper  and  inner  part  of  the  right  thigh,  and  the  advke  gi"s 
that  such  tumours  should  be  left  alone  unless  they  rapidly  increased  "n 

changes.6"  *  ^  rem°Ved  f°r  fear  of  the  onset  of  malignant 

its  The  occasi°n  ™s  Probably  imprinted  on  my  memory  because  at 

Of  rtre’r6saCbhooTmbT  ^  T™  was ^presented  wkfftTcopy 
no,  hesitate,  thereS  ‘  did 

S'i  have  n°thmg  done  *>  tumour  unle^  h'howJd 

Brompton  Ho^talm  so^what  ^  my  Care  *he 

on  a  visit  to  England  and  in  thn  vtai  circumstances.  He  had  been 

at  Liverpool  to  return  to  Burma  '"hc  ea°  °Ct0.ber  l949>  embarked 
following  medical  history  “After  1  |v„f  k'  my  10use  pllysician  the 
was  on  deck  when  suddenly  1  had  an  attach  V™  f°r  three  days  1 
off  after  a  few  minutes,  when  I  felt  1  “  fhlve™ig  which  passed 
however,  I  felt  out  of  sorts  on  getting  un  Aft"  u83",’ The  next  day> 
to  my  cabin  and  lay  down  as  I  noticed^ 
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although  not  sweating.  Finding  L  had  lost  my  appetite  1  did  not  have 
anything  more  to  eat  that  day. 

“  The  following  day  L  still  had  no  appetite,  and  being  feverish  and 
weak,  was  seen  by  the  ship’s  doctor,  who  said  I  had  influenza  and 
prescribed  aspirin.  As  my  symptoms  persisted,  two  days  later  the 
doctor  gave  me  quinine,  thinking  I  had  malaria.  This  did  not  help 
me,  and  after  a  further  two  days,  during  which  I  was  becoming  more 
feverish  and  weak,  I  was  ordered  M.  and  B.  tablets,  which  again  had  no 
effect. 

‘k  On  reaching  Port  Said  I  was  moved  to  a  hospital  on  shore,  being 
now  very  weak  and  ill.  I  was  in  hospital  a  month,  my  weakness  becom¬ 
ing  progressively  worse,  despite  various  injections,  and  when  eventually 
fluid  was  taken  from  my  chest,  1  felt  that  I  was  about  to  die.  I  was 
then  flown  back  to  London  and  admitted  at  once  to  the  Brompton 

Hospital.” 

1  also  received  a  report  from  the  doctor  who  looked  after  the  patient 
while  he  was  in  hospital  at  Port  Said.  He  said  that  the  patient  s 
temperature  had  been  continuously  raised,  between  99-8  and  100  F. 


throuehout  the  illness.  The  chief  symptoms  were  lassitude,  a  poor 
r'tiillQ  cweMine.  and  constipation  for  four  days  before  admis- 


the  bare  details  of  the  case  with  which  1  was 


effusion.  Such  were  the  bare 
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morning  and  102°  F.  in  the  evening.  The  following  special  examinations 
were  carried  out: — 

X-ray  of  chest:  Right  lung,  collapse  and  consolidation  of  the  lower 
lobe,  with  some  overlying  fluid.  Left  lung,  scattered  mottling  opposite 
the  second  interspace. 

Blood  culture:  Sterile.  Blood  count:  Fib.  78  per  cent.  White  cells 
10,000  per  c.mm.,  polymorphs.  74  per  cent,  lymphocytes  24  per  cent, 
monocytes  1  per  cent,  basophils  1  per  cent.  Sedimentation  rate: 
100  mm./l  hour  (Westergren).  No  malarial  parasites  seen.  Kahn 
and  Wassermann  reactions:  Negative. 

Agglutination  tests:  Negative  for  typhoid,  paratyphoid,  abortus  and 
melitensis  groups  of  organisms. 

Urine:  A  trace  of  albumin,  occasional  hyaline  casts.  No  bile  salts 
or  bilirubin.  A  few  coliform  organisms  on  culture. 

Fceees:  No  pathogenic  organisms,  ova  or  cysts. 

On  the  day  of  admission  60  c.c.  of  straw-coloured  fluid  were 
aspirated  from  the  right  pleural  cavity.  The  fluid  contained  a  large 
number  of  white  cells,  predominatingly  neutrophils.  It  was  sterile  on 
culture.  The  fluid  was  cultured  tor  tubercle  bacilli  and  a  specimen  was 
inoculated  into  a  guinea-pig.  Both  these  examinations  subsequently 
proved  negative.  The  condition  appeared  to  be  one  of  acute  pleurisy 
with  effusion,  of  an  inflammatory  type.  Two  weeks  later  it  was  noted 
that  the  liver  was  palpable,  H  in.  below  the  right  costal  margin.  The 
temperature  was  still  of  an  intermittent  type,  usually  100°-101°  F.  in 
the  evening,  and  the  sedimentation  rate  of  the  red  cells  had  risen  to 
135  mm./l  hour.  A  further  20  c.c.  of  fluid  were  aspirated  from  the 
pleura,  the  effusion  still  being  clear  and  sterile.  During  this  time 
ai  y  intramuscular  injections  of  1  G.  streptomycin  had  been  given 
without  any  beneficial  effect,  on  the  supposition  that  the  effusion  might 
be  tuberculous.  A  new  sign  now  appeared— pitting  oedema  over  the 
ower  part  of  the  back  of  the  trunk,  extending  to  the  level  of  the  eighth 

theTeft”  cThT’  ^h,n°eder,ma  be‘"g  m°re  marked  OVer  the  riSht  than  over 
weaker  sweat”  "C  C?eSt,'  The  patlem  was  becoming  progressively 
weight  8  Pr°fusely  at  ni®ht’  and  there  was  further  loss  of 

obvkfusto  !heed  ‘h  ma.ka  tha  COrrect  diaSnosis’  which  is  probably  now 

•hat  the  pahen,  had  consulted  mrS  *5*  time  that  1  discovered 
back,  and  I  was  interested  in  fi  Jnm  7*^  1!  7 tbe  Smal1  hp°ma  on  the 
anything  it  appeared  a  little  smalter  *  "  ,ncreased  in  size. 
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The  surgeon  examined  the  patient  on  December  19th  and  considered 
that  the  symptoms  pointed  to  hepatitis,  probably  with  abscess  forma¬ 
tion.  He  advised  the  administration  of  emetine,  with  further  aspiration 
of  the  pleural  fluid.  The  response  to  the  emetine  treatment  was 
immediate,  the  temperature  quickly  fell  to  normal,  and  within  twenty- 
four  hours  of  the  first  injection  the  patient  said,  “  The  fever  has  left  me 
and  I  am  greatly  improved.”  As  may  be  imagined,  when  I  next  visited 
the  hospital  and  saw  the  response  to  the  emetine  miy  feelings  were 
somewhat  mixed.  I  was  humiliated  by  my  clinical  obtuseness  and  by 
my  reliance  on  the  laboratory  reports  that  there  was  no  evidence  of 
amcebiasis,  but  at  the  same  time  delighted  by  the  prospect  of  a  rapid 
resolution  of  the  illness  and  a  speedy  restoration  of  good  health. 

A  course  of  twelve  daily  intramuscular  injections  of  gr.  1  of  emetine 
hydrochloride  was  given,  followed  by  emetine  bismuth  iodide,  gr.  3, 
by  mouth  from  January  20th  to  31st.  One  hour  before  each  dose 


Luminal  gr.  1  was  taken  to  calm  the  gastro-intestinal  system.  The 
effect  of  the  emetine  on  the  temperature  is  shown  in  the  accompanying 

ChaDuHngF'this21time  a  small  peri-anal  abscess  formed  which  was 
aspirated,  the  pus  containing  staphylococci.  This  was  further  treate 

by  O^Januarf  aSthfl^o*  of  straw  coloured  fluid  were  removed 
from  the  right  pleura,  the  cells  being  now  very  scanty,  with  lymphocyte 
nredominafing  The  sedimentation  rate  of  the  red  cells  reflected  but 
ragged  behind  the  improvement  in  the  patient’s  condition  the  readings 

heina  121  mm  on  December  30th,  90  mm.  on  January  11th,  25th  and 
February  61  mm.  on  February  7th,  40  mm.  on  February  23rd, 

andAs2  hTcoTd^oTi’mproved  the  patient  became  very  cheerful  was 

sigmoidoscopic  examination  a  week  later.  On  digital 
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Fig.  22.  Burmese  Ivory. 
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Fig.  23.  Burmese  Ivory. 
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tion  a  stenosis  was  felt  within  the  reach  of  the  finger,  which  would  just 
admit  the  tip  of  the  finger.  When  I  read  this  report  I  realized  that  if  l 
had  examined  the  rectum  when  the  patient  was  first  admitted  to 
hospital  I  should  have  found  the  clue  which  pointed  to  the  diagnosis. 
The  sigmoidoscope  was  passed  through  the  stricture,  and  it  was  seen 
that  the  mucous  membrane  of  the  upper  rectum  and  lower  sigmoid  was 
abnormal,  being  thickened  and  almost  papillomatous,  but  not  ulcerated. 
The  mucous  membrane  higher  up  was  more  normal,  but  was  still 
rugose  on  the  right  lateral  wall.  There  was  little  doubt  that  the  condi¬ 
tion  was  one  of  amoebic  proctitis  and  colitis,  but  no  amoebae  were 
found  in  the  swabs  taken. 

Treatment  was  completed  by  a  second  course  of  emetine  bismuth 
iodide,  gr.  3,  daily  by  mouth  for  ten  days,  and  a  Yatren  retention 
enema  was  given  for  six  nights,  consisting  of  6-8  oz.  of  a  2-5  per  cent 
solution.  The  patient  had  now  gained  about  II  st.  in  weight  since 
admission  to  hospital.  Screen  examination  of  the  chest  showed  no 
evidence  of  a  pleural  effusion,  and  nothing  abnormal  was  seen  in  the 
lung  fields.  The  liver  was  no  longer  palpable.  A  few  weeks  later  the 
judge  returned  to  Burma  and  in  the  following  July  I  received  a  letter 
in  which  he  wrote  that  he  was  continuing  to  make  good  progress  and 
recover  his  strength. 

Despite  the  tact  that  the  credit  of  making  the  correct  diagnosis 
belonged  to  the  surgeon,  it  was  I  who  received  the  praise.  The  patient 
wrote,  It  is  you  who  saved  my  life,  and  1  am  sending  some  curios  from 
Burma  by  one  of  my  friends  who  will  be  proceeding  to  England  in  a 
short  while."  The  beautiful  ivories  which  are  illustrated  in  the  text 

(see  Figs.  22  and  23),  arrived  safely  packed  in  cotton  wool  and  screwed 
into  wooden  boxes. 

“  Carved  with  figures  strange  and  sweet 
All  made  out  of  the  carver’s  brain.” 


THE  CATHERINE  WHEEL  HEADACHE 


One  year,  about  August  20th,  a  man,  fifty-seven  years  of  age,  first 
noticed  a  headache.  Previously  he  had  always  been  very  well  and 
could  remember  no  illness  which  kept  him  in  bed.  The  headache 
gradually  became  worse  and  ten  days  later  he  consulted  his  doctor. 

The  pain  appeared  to  originate  in  the  left  temporal  region,  just 
above  the  ear.  It  was  described  as  sharp  and  at  the  same  time  throbbing, 
and  it  was  at  its  worst  in  the  early  hours  of  the  morning.  At  times  it 
circulated  across  the  forehead  and  round  the  face  and  chin  in  an  anti¬ 
clockwise  direction  “  like  a  Catherine  wheel.”  Owing  to  the  pain  the 
patient  could  not  concentrate  on  his  work,  which  was  that  of  a  builder’s 
manager,  and  the  general  practitioner  advised  a  change  of  air  at  the 
seaside,  in  the  hope  that  this  would  cure  the  headache.  The  day  after 
arriving  on  the  coast  the  headache  was  so  severe  that  the  patient  felt 
he  must  stay  in  bed:  he  telephoned  his  doctor  in  London  who  advised 
him  to  return  home,  which  he  did  the  next  day,  and,  on  September  7th, 

his  doctor  brought  him  to  see  me. 

On  questioning  the  patient  I  found  that  he  had  not  vomited,  but 
food  had  regurgitated  two  days  previously.  He  had  suffered  no  “  falling 
attacks  ”  There  was  tenderness  over  the  left  side  of  the  skull  in  the 
temporoparietal  region,  but  I  could  hear  no  murmur  there  The 
pulse  rate  was  70  beats  a  minute,  the  rhythm  was  regular,  and  the  only 
abnormal  sign  that  I  could  find  on  examination  of  the  central  nervous 
system  was  papillcedema  in  both  eyes  with  engorged  retinal  veins.  This 
was  serious  enough  and  indicated  the  probability  of  a  cerebral  tumour. 

Six  days  later  Mr.  Y.  was  admitted  to  hospital  where  he  was 
examined  by  a  neurologist.  There  were  now  further  abnormal  neuro¬ 
logical  signs;  these  included  slight  weakness  of  the  palate  on  the  right 
sXand  of  the  right  facial  muscles,  diminution  of  the  right  corneal 
reflex  impairment  of  postural  sense  in  the  right  hand,  and  a  tendency 

S  an  eXsor  plantar" response  and  to  ankle  clonus  on  the  ng  s  d, 

The  natient  was  drowsy  and  vision  was  impaired.  X-ray  examinant 
If  the  sku  showed  evidence  of  rarefaction  of  bone  in  the  left  temporo¬ 
parietal  region  The  conclusion  was  that  the  lesion  was  a  meningioma 

"  A  lumbar  puncture  showed  the  cerebro-spmal  fluid  to  be  unde 
A  lumbar  punciu.  The  fluid  was  ciear  and 

considerable  pressure,  over  300  m  .  •  •  cent  There 

t  Thn  TAmtein  content  was  normal,  O  Uz  per  cent, 
colourless.  Th '  fp™tem con  em  ^  ^  ^  ,ymphocytes  per 

was  no  excess  ol  globulin,  me  nnrmal  nrotein 

.  the  Wassermann  react  on  was  normal.  The  normal  proiem 
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with  extension  on  the  left  side,  and  an  encysted  blood  clot,  situated 
subdurally,  was  removed.  The  dura  over  it  was  thickened  and  the 
brain  compressed  by  the  clot.  The  patient  was  therefore  suffering 
from  a  chronic  subdural  hcematoma.  Being  a  builder,  he  had  frequently 
struck  his  forehead  against  timber  beams,  but  never  violently,  and 
there  was  no  special  occasion  which  he  could  remember.  He  made  a 
good  recovery,  the  headache  and  drowsiness  rapidly  disappeared, 
although  there  was  still  some  papilloedema  on  leaving  hospital. 

Comment.  The  haemorrhage  in  the  subdural  space  is  probably  due 
to  rupture  of  veins  running  from  the  cerebral  cortex  to  the  longitudinal 
sinus.  These  veins  pass  directly  across  the  subdural  space,  unsupported, 
at  right  angles  to  the  cortex  and  sinus.  A  slight  displacement  of  the 
brain  in  the  antero-posterior  plane  would  be  sufficient  to  cause  rupture. 
The  falx  cerebri  prevents  lateral  displacement  of  the  brain.  A  blow  on 
the  front  or  back  of  the  head  is  therefore  liable  to  cause  rupture  of  a 
vein  and  a  subdural  hcematoma.  Veins  also  run  across  the  subdural 
space  from  the  lateral  sinus  to  the  cortex  over  its  convex  surface,  and 
these  may  rupture.  Subdural  clots  are  often  bilateral  which  indicates 
the  significance  of  blows  in  the  antero-posterior  plane.  It  is  recom¬ 
mended  therefore,  that  both  sides  of  the  brain  should  be  explored  at 
operation  if  the  clot  is  not  found  on  the  side  of  the  brain  first  exposed, 
or  if  recovery  is  not  rapid  after  removal  of  a  clot  on  one  side.  It  is 
further  suggested  that  the  increasing  severity  of  the  headache  is  not 
due  to  further  haemorrhages,  but  to  cerebro-spinal  fluid  being  attracted 
into  the  site  of  the  haemorrhage  by  osmotic  pressure.  The  clot  becomes 
surrounded  by  a  layer  of  mesothelial  cells,  the  centre  of  the  clot  liquefies, 
the  fluid  is  rich  in  protein,  and  the  mesothelial  cells,  between  the  clot 
and  the  arachnoid,  act  as  an  osmotic  membrane,  the  dura  being 
thickened  over  the  clot  whereas  the  arachnoid  is  not  so  affected. 

Frequently  the  blow  on  the  head  is  so  slight  as  to  escape  notice 
and  the  headache  appears  after  a  latent  period.  A  characteristic’ 
feature  is  the  appearance  and  disappearance  of  the  headache  and  the 
variation  m  the  degree  of  drowsiness  and  confusion.  In  the  later  stages 
there  may  be  signs  of  cerebral  irritation  and  hemiparesis.  Papilloedema 
is  said  to  be  uncommon  and  the  pressure  of  the  cerebro-spinal  fluid  is 
raised  m  only  about  one-third  of  the  cases. 


THE  THROBBING  TRUNK 


“  The  little  things  are  infinitely  the  most  important .” 

A  Case  of  Identity 


At  the  end  of  October  1950  I  was  asked  to  see  a  man,  fifty-nine 
years  of  age,  on  account  of  a  peculiar  restless  throbbing  or  pulsating 
sensation  at  the  back  of  the  chest,  which  extended  round  to  the  sub¬ 
costal  region  in  front.  The  general  practitioner  wrote  that  the  patient 
had  been  previously  diagnosed  as  suffering  from  obesity  and  neuras¬ 
thenia,  and  that  an  X-ray  of  the  chest  showed  no  abnormality.  He 
continued,  “  At  first  I  thought  that  the  diagnosis  was  neurasthenia 
and  obesity,  but  I  decided,  in  view  of  the  unremitting  character  of  the 
sensations,  which  were  unaffected  by  sedatives,  that  further  investiga¬ 


tions  should  be  done,  ?  polycytfuemia  ? aneurysm.  There  was  a  marked 
eosinophilia,  but  subsequent  examination  of  the  stools  showed  no  ova 
of  worms.  A  straight  X-ray  of  the  abdomen  revealed  no  aneurysm, 
but  the  radiologist  said  that  a  negative  report  did  not  exclude  the 
possibility.  The  W.R.  is  negative.  If  you  can  offer  further  suggestions 

the  patient  and  L  will  be  very  much  obliged.” 

The  patient,  Mr.  H.,  gave  me  some  further  details.  The  throbbing 
in  the  back,  extending  over  the  lower  ribs,  and  spreading  outwards 
to  the  side  of  the  chest  on  each  side,  had  been  felt  intermittently  since 
October  1947,  and  nearly  continuously  for  the  last  three  months.  It 
appeared  to  be  comparatively  superficial  and  was  much  less  noticeable 
when  the  patient  was  up,  than  when  he  was  lying  down  or  sitting  m  a 
chair.  There  was  no  tenderness  of  the  skin.  On  further  enquiry  the 
patient  added  that  the  first  doctor  consulted  made  the  diagnosis  ot  a 
fatty  heart,  and  prescribed  slimming  tablets.  His  weight  fell  from 
14  st  10  lb.  to  12  st.  in  four  months,  but  he  became  tired,  irritable  and 
jumpy  Investigations  were  now  carried  out  in  a  country  hospital 
but  nothing  abnormal  was  discovered.  Finally,  the  patient  consulted 
the  doctor  who  referred  him  to  me,  after  a  course  of  vitamin  B  injections, 
given  to  “  tone  him,”  had  failed  to  stop  the  throbbing. 

The  patient  was  still  somewhat  obese,  being  5  It.  in.  , 
weighing^  13  st.  8i  lb.  in  his  clothes.  The  ruddy  complexion  an 
Congested  ears  suggested  the  possibilttyofpolycy  thatnuarubra^buth 

patient  said  his  face  had  been  very  red  all  his  hie.  There  was  shgu 
cardiac  enlargement,  with  a  systolic  murmur  over  the  aortic  base. 
The  blood  pressure  was  150/1 10  mm.  Hg„  and  the  pulse  regu  ar,  ^ 
No  abnormal  signs  were  found  in  the  lungs  or  a  ome  .  . 

contained  no  albumin  and  no  sugar.  Varicose  veins  were  presei 
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the  legs,  and  there  was  evidence  of  a  healed  varicose  ulcer  on  the  inner 
aspect  of  the  left  leg  just  above  the  ankle.  Screen  examination  showed 
the  heart  shadow  a  little  enlarged,  with  the  aorta  slightly  uncoiled.  The 
general  practitioner  sent  me  the  result  of  the  blood  count  made  on 
October  5th:  Red  cells  4-5  millions  per  c.mm.  Hb.  104  per  cent.  C.I. 
1  -15.  White  cells  7,000  per  c.mm.,  polymorphs.  54  per  cent,  lympho¬ 
cytes  20  per  cent,  monocytes  9-2  per  cent,  eosinophils  14-4  per  cent, 
basophils  1-2  per  cent,  abnormal  monocytes  1  -2  per  cent. 

The  patient  was  an  intelligent  man,  able  to  describe  his  symptoms 
clearly.  He  had  been  a  nurse  in  a  mental  hospital,  and  was  now 
retired,  although  doing  a  little  clerical  work  from  time  to  time.  In 
1915  he  received  a  shell  wound  in  the  right  parietal  region  of  the  skull, 
and  a  portion  of  bone  had  been  removed.  In  1932  he  suffered  from 
rheumatic  fever.  Thinking  that  the  diagnosis  lay  possibly  between 
polycythaemia  vera  and  polyarteritis  nodosa,  I  advised  him  to  come  into 
hospital  for  investigations. 

He  was  admitted  on  November  17th,  and  was  afebrile  during  his 
stay  of  five  weeks.  The  house  physician  and  registrar  made  their 
clinical  examinations  and  various  tests  were  carried  out,  without 
enlightening  results.  The  blood  count  on  November  20th  was  Red 
cells  6-1  millions  per  c.mm.  Hb.  117  percent.  C.I.  1  -07.  White  cells 
8,800  per  c.mm.,  polymorphs.  58  per  cent,  lymphocytes  32  per  cent, 
monocytes  5  per  cent,  eosinophils  5  per  cent.  This  suggested  the 
possibility  of  polycythemia  vera,  but  the  bone  marrow  examination 
was  normal  and  did  not  show  the  increase  of  erythroblastic  and  leuco- 
blastic  tissue  met  with  in  this  condition.  The  sedimentation  rate  of  the 

red  cells  was  normal.  The  results  of  the  further  examinations  were  as 
follows: 


Blood  Wassennann  reaction:  Negative. 

Renal  function  tests:  Water  elimination  35  per  cent,  of  normal. 
Van  Slyke  urea  clearance  63  per  cent  of  normal.  Blood  urea  27  mg  /100 
c.c.  Urme:  No  albumin,  no  casts. 

Intravenous  pye/ogram:  Normal. 

Ann  to  tongue  circulation  time:  Normal,  13  seconds 
Vital  capacity:  Low,  3,400  c.c. 

,Bc'" unJ  meal:  No  evidence  of  para-oesophageal  hernia.  Stomach 
and  duodenum  normal.  Many  diverticula  in  the  descending  colon 

disease  S'S  flght  acetabulum>  Possibly  due  to  early"  Paget's 

Ft  actional  test  meal:  High  acid  curve. 

Basal  metabolic  rate:  Minus  17(Aubdu  Bois) 

DecembeMst  °f  if”  When  [  S3W  the  Patie"'  ^in  on 

ssss^£ 
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examined  him  very  carefully  all  over  by  palpation  to  determine  whether 
there  were  any  subcutaneous  or  intramuscular  nodules  suggestive  of 
polyarteritis  nodosa.  I  felt  none.  I  sat  the  patient  up  and  palpated 
the  back  in  the  area  of  the  pulsating  sensation.  I  could  feel  no  nodules 
and  no  vessels.  Then,  without  any  particular  reason,  I  drew  my  finger 
nail  down  the  back  and  saw  a  very  marked  dermatographic  reaction. 
First  a  red  line  appeared,  then  an  extension  of  the  red  reaction  spreading 
outwards  along  the  line,  and  finally  a  raised  white  wheal  in  the  centre 
of  the  red  line. 

A  possible  solution  of  the  problem  at  once  flashed  across  my  mind, 
and  turning  to  the  house  physician,  I  said,  “  I  suppose  this  is  a  case  of 
histamine  sensitivity.”  I  knew  that  histamine  headaches  had  been 
described  in  1941  by  Horton  (1)  and  by  subsequent  writers  such  as 
Butler  and  Thomas  (2).  These  are  thought  to  be  due  to  dilatation  of 
branches  of  the  carotid  artery  in  response  to  sensitivity  to,  or  increased 
liberation  of,  histamine— in  some  cases  an  allergic  manifestation. 

We  went  into  the  history  again  more  carefully.  The  patient  said 
that  the  throbbing  sensation  was  synchronous  with  the  heart  beat. 
Further,  on  lying  on  the  right  side  the  throbbing  was  on  the  right, 
when  supine  it  was  felt  in  the  back,  and  on  reclining  on  the  left  side  the 
pulsations  were  now  located  to  the  left.  When  the  patient  was  leaning 
back  in  a  chair  he  noticed  the  throbbing  in  his  back.  The  thumping 
attacks  were  sometimes  precipitated  by  excitement,  and  they  then  passed 
off  gradually.  There  was  flushing  of  the  face  in  the  attacks,  as  so  often 
occurs  in  histamine  headaches. 

A  few  words  now  about  histamine  may  clarify  the  position  from 
the  theoretical  aspect.  Histamine  is  a  vasodilator  substance,  of  known 
chemical  constitution,  and  widely  distributed  in  the  body,  chiefly  in 
the  lungs  and  skin.  It  is  jS-iminazolyl-ethylamine,  and  is  formed  from 
histidine  by  loss  of  C02.  It  may  be  derived  from  histidine  m  food  by 
the  action  of  bacteria,  and  then  absorbed  from  the  intestine.  It  may 
also  be  produced  locally  in  body  tissues.  It  is  destroyed  by  an  enzyme 
histaminase.  The  amount  normally  present  in  the  blood  varies  from 
0  to  80  micrograms/ 100  c.c.  The  effect  of  an  intradermal  injection  of  a 
solution  of  1/1,000  histamine  acid  phosphate  is  very  similar  to  the  li 
seen  in  dermatographia.  There  is  a  triple  response >;  first  a  local 
reaction  due  to  capillary  dilatation,  then  a  spreading  red  flare  resulting 
from  dilatation  of  arterioles,  and  finally  a  central  wheal,  caused  by 
increased  capillary  permeability,  and  strictly  confined  to  the  area  of  the 
pai  red  reaction.  Whether  or  not  the  wheal  itches  depends  upon 
8  '  of  histamine  injected,  and  m  dermatographia  the 
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the  concentration 

WhThe  effect  of  pressure  on  the  skin  is  to  cause  liberatmn  of  hi^amme 
in  those  who  are  sensitive.  The  histamine  may  be  freed  by  an  antige 
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antibody  reaction,  and  its  effect  may  be  extrinsic  or  intrinsic.  An 
intrinsic  reaction  is  produced  in  the  cells  in  which  the  histamine  is 
liberated,  as,  for  example,  in  the  constrictor  muscles  of  the  uterus,  the 
intestines  or  the  bronchioles.  The  extrinsic  reaction  occurs  at  a  distance 
from  the  cells  in  which  the  histamine  is  released,  as  in  the  vascular 
changes  in  the  skin  or  nose  when  histamine  is  liberated  from  cells  in 
the  epidermis  or  nasal  mucosa.  Further,  anti-histamine  drugs  are 
much  more  effective  against  extrinsic  histamine  reactions,  such  as 
urticaria  and  vaso-motor  rhinitis,  than  against  the  intrinsic  reactions 
resulting  in  bronchial  spasm  in  asthma. 

When  I  suggested  that  the  throbbing  was  a  manifestation  of  an 
extrinsic  histamine  reaction  due  to  liberation  of  histamine  from  the 
epidermal  cells  as  a  result  of  external  pressure  causing  vascular  dilata¬ 
tion  in  subcutaneous  arteries,  my  house  physician  said,  “  We  were 
taught  about  this  histamine  business  in  physiology,  but  I  did  not  think 
it  could  have  any  practical  application.”  I  recalled  how  when  I  was  a 
student  dermatographia  was  thought  to  be  a  manifestation  of  hysteria. 
We  scratched  the  skin,  thought  it  very  strange  and  scratched  it  again. 

We  next  proceeded  to  put  the  theory  to  the  test  by  first  deter¬ 
mining  whether  the  patient  showed  increased  skin  sensitivity  to  hista¬ 
mine,  as  compared  with  a  normal  control,  in  this  case  one  of  the 
clinical  clerks,  and  then  by  investigating  the  effect  of  antihistamine 
drugs  on  the  histamine  response. 

The  histamine  sensitivity  test  was  carried  out  with  a  solution  of 
1  mg./l  c.c.  of  histamine  phosphate.  Five  injections  were  made  conse¬ 
cutively,  the  first  two  intradermally,  the  last  three  subcutaneously. 
Similar  injections  were  made  on  the  healthy  control  clerk.  The  results 
of  the  test  were  as  follows: — 

Histamine  solution  0-03  mg.  injected  intradermally.  The  patient 
showed  a  local  reaction  with  a  triple  response.  The  size  of  the  reaction 

was  1  cm.  m  diameter,  occurring  eight  minutes  after  the  injection. 
The  control  showed  no  reaction. 


Histamine  solution  0-06  mg.  injected  intradermally.  The  patient 
showed  a  local  reaction  with  a  triple  response,  2  cm.  in  diameter,  two 
minutes  after  the  injection.  The  control  gave  a  similar  reaction. 

Histamine  solution  012  mg.  injected  subcutaneously.  The  patient 
gave  a  local  reaction  with  a  triple  response,  2-5  cm.  in  diameter.  There 
as  a  so  a  systemic  reaction  with  throbbing  of  the  trunk.  The  control 
gave  a  similar  local  reaction,  but  there  was  no  systemic  response 

reaction*™"!!  so,UUon  °'24  '”«■  injected  subcutaneously.  The  local 
reaction  in  the  patient  was  3  cm  in  diameter  tu  ‘ 

reaction  with  flushing  of  the  face  and  increased  trunk  throbbinTThe 

control  showed  a  similar  local  reaction,  but  no  system  c  resp^se 

Hts, amine  solution  0  48  mg.  injected  subcutaneously.  '  The  local 
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reaction  was  3  cm.  in  diameter.  The  systemic  response  was  more 
marked,  with  headache,  flushing  of  the  face,  throbbing  of  the  trunk 
and  a  purring  sensation  in  the  buttocks  and  down  the  legs.  One 
hundred  mg.  of  Anthisan  were  then  given  by  mouth  with  a  rapid  reduc¬ 
tion  in  the  rate  and  intensity  of  the  throbbing.  The  control  showed 
a  similar  local  reaction,  with  slight  headache  and  flushing  of  the  face. 
There  was  no  throbbing  of  the  trunk  or  legs. 

There  seemed,  therefore,  no  doubt  that  the  patient  was  unduly 
sensitive  to  histamine,  and  that  its  injection  caused  a  reproduction  of  the 
throbbing  sensations  for  which  he  had  been  admitted  to  hospital. 

One  morning,  early  in  December,  the  patient  woke  with  a  moderate 
degree  of  throbbing  around  the  trunk.  By  10.45  a.m.  the  throbbing 
had  almost  ceased.  The  patient  was  then  strapped  firmly  around  the 
loins  from  the  level  of  the  twelfth  rib  to  the  iliac  crests.  By  11  a.m. 
the  throbbing  had  increased  very  considerably,  both  in  intensity  and 
frequency.  Fifty  mg.  of  Thephorin  were  now  given  by  mouth,  fol¬ 
lowed  by  25  mg.  ten  minutes  later,  and  by  11.30  a.m.  the  throbbing 
was  hardly  noticeable.  The  experiment  indicated  that  the  throbbing 
could  be  increased  by  firm  pressure  around  the  trunk,  and,  when  so 
produced,  could  be  relieved  by  an  anti-histamine  drug.  The  final 
experiment  consisted  in  determining  the  effect  of  anti-histamine  drugs 
on  the  throbbing  as  it  occurred  spontaneously.  It  was  found  that  the 
most  satisfactory  result  was  obtained  by  giving  Benadryl  mg.  50  on 
waking  and  again  during  the  morning,  with  Thephorin  mg.  50  and 
Phenergan  mg.  50  at  night.  With  this  treatment  the  patient  was  almost 
completely  relieved  of  his  unpleasant  sensations,  and  he  returned  home 
on  December  21st,  well  pleased  with  his  stay  in  hospital,  and  feeling 

better  than  he  had  done  for  years. 

Eighteen  months  later  I  wrote  to  the  patient,  enquiring  how  e 
was.  He  replied  that  since  leaving  hospital  he  had  been  operated  on 
for  gall-stones,  which  had  caused  jaundice  for  several  months.  There 
was  still  a  certain  degree  of  throbbing,  considerably  less  than  on 
admission  to  hospital,  but  it  was  no  longer  relieved  by  the  anti-histamine 
drugs.  1  suggested  that  he  should  come  into  hospital  again  to  see  it 
we  could  relieve  him  of  his  vascular  symptoms  by  a  course  of  histamine 
injections.  This  is  sometimes  referred  to  as  desensitization,  but ^  as 
histamine  is  not  an  antigenic  substance,  desensitization  as  the  result  of 
histamine  injections  is  a  misleading  term.  Histamine-sensitive  subjects 
have  a  lowered  tolerance  to  histamine,  and  the  results  of  histamin 
infections  is  to  increase  the  tolerance,  possibly  by  production  of 
histamin ase  Reports  on  the  treatment  of  histamine  headaches  by 

histamine  injections  have  been  published  by  ”orto"(P  “^yte^ils 
Halasy  (3)  and  l  have  myself  treated  cases  with  good  immediate  results. 

On  re-admission  to  hospital  in  June  1952,  scratchmg  the  back 
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produced  the  same  flare  reaction  with  the  central  wheal,  as  was  noted 
on  the  previous  admission.  The  patient  now  stated  that  he  felt  a 
throbbing  or  purring  sensation,  chiefly  in  the  back  and  made  worse  by 
pressure  on  the  back.  The  throbbing  coincided  with  the  heart  beat. 
It  was  not  related  to  food,  weather,  or  time  of  day,  but  it  was  not  so 
noticeable  after  a  hot  bath. 

The  histamine  skin  sensitivity  test  was  repeated.  The  intradermal 
injection  of  0-005  mg.  of  histamine  acid  phosphate  produced  a  flare  at 
thirty  minutes  8x7  cm.  in  area,  with  a  central  wheal  1-5x1  cm.  in 
area.  In  a  control  student  the  flare  and  wheal  were  approximately 
half  the  size.  The  patient’s  resistance  to  histamine  was  now  built  up  by 
daily  injections  of  histamine  acid  phosphate,  beginning  with  0-1  mg. 
and  working  up  to  1  mg.  in  ten  days.  By  the  time  the  injection  had  been 
increased  to  0-8  mg.  the  patient  said,  “I  feel  very  good.  I  notice 
nothing  wrong.  There  is  no  throbbing  and  no  purring.”  With  the 
last  injection  of  1  mg.  of  histamine  acid  phosphate  the  blood  pressure 
fell  from  130/90  mm.  Hg.,  at  the  time  of  the  injection,  to  1 10/80  mm.  Hg. 
twenty  minutes  later.  The  pulse  remained  steady  at  68  per  minute. 
There  was  an  immediate  flushing  of  the  face  with  the  injections,  and 
a  throbbing  occipital  headache  rapidly  developed. 

The  patient  left  the  hospital  on  July  7th  free  from  all  symptoms, 
and  scratching  the  skin  with  the  back  of  the  finger  nail  no  longer 
produce  a  wheal. 

A  few  weeks  later  the  patient  wrote  as  follows:  “I  am  feeling 
remarkably  well.  The  throbbing  and  purring  feeling  has  not  returned.” 


Reterences 

1.  Horton  B.  T.  (1941).  Joum.  Amer.  Med.  Assocn.,  116,  377 
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CONSTITUTIONAL  JAUNDICE 


“  The  novelty ,  rather  than  the  greatness  of  things,  tempts  us  to  enquire 

into  their  causes 

Truth  and  Error 


Doctors  sometimes  tell  me  they  wish  I  would  not  describe  rare 
cases,  saying  they  are  much  more  interested  in  the  diseases  commonly 
met  with  in  their  day-to-day  practice.  But  every  doctor  is  liable  from 
time  to  time  to  be  confronted  with  the  unusual,  and  if  he  fails  to 
recognize  the  uncommon  case,  and  still  more  so  if  he  is  unaware  of  its 
existence,  both  he  and  his  patient  will  be  the  losers. 

The  condition  I  am  about  to  describe,  constitutional  jaundice,  or, 
as  it  is  sometimes  called,  constitutional  hyperbilirubinemia,  is  cer¬ 
tainly  a  rarity,  and  it  is  not  a  disease.  A  Ceylonese  doctor  sought  my 
opinion  to  explain  the  apparent  paradox  of  perfect  health  and  permanent 
jaundice.  The  patient  was  a  young  Indian,  twenty-two  years  of  age. 
About  four  years  previously  several  of  his  friends  had  remarked  on  the 
yellow  tinge  in  the  white  of  his  eyes.  Having  consulted  many  doctors 
in  India,  without  obtaining  a  satisfactory  explanation  of  the  jaundice, 
he  wished,  while  on  a  visit  to  England,  to  have  the  matter  further 


investigated. 

I  found  him  a  placid,  heavily  built  man,  weighing  13  st.,  but,  owing 
to  the  natural  colour  of  his  skin,  the  jaundice  was  only  detectable  m 
the  conjunctive.  Neither  liver  nor  spleen  was  enlarged,  and  no 
abnormal  physical  signs  were  detected  on  clinical  examination.  The 
urine  was  clear,  rather  dark  brown  in  colour,  with  a  sp.  gr.  of  1-026, 
containing  no  albumin  and  no  sugar,  but  giving  a  positive  reaction  lor 
bilirubin.  The  patient  told  me  that  as  long  as  he  could  remember 
his  water  had  been  dark,  and  he  never  recollected  passing  a  limpid 
stream  His  mother  had  noticed  the  unusual  colour  of  his  urine  since 
he  was  very  small,  but  there  was  no  family  history  of  jaundice. 

Various  laboratory  examinations  were  earned  out  during  the  few 
days  he  was  in  hospital.  Urine:  Bilirubin  present.  Urobilinogen  and 
urobilin  present,  but  not  in  excess.  No  casts.  Blood  count 
v75  millions  per  c.mm.,  Hb.  106  per  cent,  C.I.  0  9,  reticu 
foeytes  0  6  per  cent,  normochromia,  White  cells  7,400  per  c.mm 
polymorphs.  47  per  cent,  lymphocytes  36  per  cent,  monocytes  6  pe 
cent  eosinophils  11  per  cent.  Sedimentation  rate:  3  mm.  at  hour 
(Westeraren)  Fragility  of  red  cells:  Normal.  Serum:  Bihrubm 
4d  mg /  TO  c.c.  (normal  01-08  mg./lOO  c.c.).  Direct  satt  denBergh 
reaction:  Positive.  Plasma  proteins  7-6  G.  per  cent.  Albumin  5-5  G. 
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per  cent.  Globulin  2-1  G.  per  cent.  Serum  cholesterol  220  mg./lOO 
c.c.  Alkaline  phosphatase:  3-5  King- Armstrong  units/100  c.c. 
Cephalin-cholesterol:  Plus  I.  Colloidal  gold:  Negative.  Thymol 
turbidity:  1  unit. 

The  liver  function  tests,  apart  from  the  van  den  Bergh  reaction, 
were  therefore  normal.  Faces:  No  ova,  cysts  or  parasites.  Barium 
meal:  A  filling  defect  was  seen  in  the  pyloric  antrum,  containing  a 
central  dense  blob  of  barium.  This  was  present  in  a  repeat  barium 
meal  and  was  thought  to  be  a  small  polyp  with  a  central  ulcer.  The 
patient  had  no  symptoms  of  indigestion.  The  examination  showed, 
therefore,  no  evidence  of  a  haemolytic  jaundice,  for  there  was  no 
splenomegaly,  no  reticulocytosis,  no  anaemia,  and  no  increased  fragility 
of  the  red  cells,  and  I  was  able  to  reassure  the  patient  that  the  jaundice 
was  innocuous,  although  it  was  likely  to  be  permanent. 

Comment.  Cases  ot  this  nature  have  been  reported  under  various 
names.  Gilbert  et  ah  (1)  in  a  series  of  papers  between  1907  and  1917 
described  a  condition  in  which  the  blood  bilirubin  was  raised  which 
they  called  simple  familial  cholaemia.  These  cases  were  subsequently 
con^dered  to  be  examples  of  acholuric  jaundice.  Parkes  Weber  (2)  in 
1916  recorded  the  case  of  a  man  who  was  permanently  jaundiced  but 
otherwise  m  good  health.  Hijmans  van  den  Bergh  (3)  in  1933  called 

^1935 d!‘10I1.“ns''tutlonal  hyperbilirubinemia.  Rozendaal  et  al.  (4) 
1935  described  forty-four  cases  of  constitutional  jaundice  in  which 
diere  was  no  evidence  of  hemolytic  disease,  and  in  four  of  which  there 
as  no  family  history  of  jaundice.  Damashek  and  Singer  (5)  in  1941 

wltr^rs;:iFharlial  non-h*moi*ic  *  w 

the  subject  and  he  1"  7  eXCretlon'  Barrie  <6> in  1946  has  reviewed 

of  jaundice  and  no  “  S  “*»> 

.  e  S“:,trr  ?  *« » 

into  the  bile  canillanVc  SSage  °*  bll,rubin  from  the  blood 

hsmolysis.  Vtp  ”  “f  »»  « 

reaction  has  been  neeativ^  ti Z  a  the  d,rect  van  den  Bergh 

the  case  I  have  described  above  the  direct’^Tea'T  being  p0sitive'  1,1 
gesting  some  disturbance  of  function  of  the  liver  'Sta!®*  P°Si‘iVe’  SUg' 
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THE  FOSTER  KENNEDY  SYNDROME 


“  To  hunt  after  truth  is  properly  our  business ,  and  we  are  inexcusable  if 
we  carry  on  the  chase  impertinently  and  ill” 

Of  the  Art  of  Conferring 


Early  in  May  1949  I  was  asked  to  see  a  single  woman,  forty- 
seven  years  of  age,  suffering  from  rheumatoid  arthritis.  She  was  to 
come  by  ambulance  from  her  home  town,  fifty  miles  away.  The 
patient  arrived  three-quarters  of  an  hour  late,  partly  owing  to  the  tact 
that  she  had  been  sick  in  the  ambulance,  and  partly  because  the  driver 
did  not  allow  sufficient  time  for  the  journey,  as,  in  my  experience,  is 
not  uncommon  with  ambulance  drivers.  On  entering  the  hall,  looking 
very  ill,  the  patient  said  to  the  doormaid,  “  I  am  going  to  be  sick." 
The  latter,  unperturbed,  and  without  a  moment  s  hesitation,  reached 
behind  her  for  the  pewter  salver,  and  holding  it  out  was  just  in  time  to 


receive  the  vomit. 

I  found  the  patient  well  nourished,  but  rather  pale.  The  rheumatoid 
arthritis  began  seven  years  previously  in  the  knees,  and  spread  to  the 
feet,  elbows,  back,  shoulders,  wrists  and  hands.  It  was  now  most 
painful  in  the  neck  and  left  temporo-mandibular  joint.  Six  years  ago 
a  course  of  monthly  gold  injections  was  given  lasting  a  year  Two  or 
three  subsequent  courses  were  administered  after  an  interval  of  three 
months,  the  last  injection  being  in  July  1948.  The  general  practitioner 
sent  a  letter  saying,  “  This  patient  has  chronic  rheumatoid  arthritis  tor 
seven  years.  She  had  a  course  of  gold  therapy  which  caused  some 
amentia.  The  eye  specialist  here  states  that  her  vts.on  is  6/60  left  eye. 
She  has  some  swelling  over  the  left  maxillary  antrum,  but  the  ?'^v 
specialist  here  states  there  is  no  sinus  infection.  At  present  she  is  ve  y 
troubled  about  her  sight.  Could  this  possibly  be  an  early  dissemma  ed 
sclerosis  ?  ”  This  was  not  a  very  informative  letter,  in  view  ot  the 
reports  I  subsequently  obtained  from  the  eye  specialist 

As  the  natient  was  sitting  opposite  me  at  my  desk,  she  said  s 

with  the  right  eye  fingers  and  objects  were ^Uiwed  a  told  the 

distinguished.  I  next  enquired  about  the  vomiting,  ^  ^  yomited 

during  the"  la«  yea^umilcorni'nVto  flto 

252“  *  — at 
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stool,  and  by  coughing.  The  left  eye  was  slightly  more  prominent 
than  the  right,  a  fact  which  her  sister  had  noticed  recently.  The  rheu¬ 
matoid  arthritis  was  not  now  very  troublesome,  being  a  minor  complaint 
compared  with  the  loss  of  sight.  The  heart,  lungs,  urine  and  blood 
pressure  were  found  to  be  normal.  I  could  detect  no  evidence  of 
disseminated  sclerosis,  but  on  examining  the  fundi  I  found  on  the  right 
side  papilloedema  to  the  extent  of  4  D,  and  on  the  left  optic  atrophy, 
the  disc  being  very  pale  except  on  the  nasal  side,  where  it  was  a  little 
blurred.  I  had  seen  two  cases  previously  of  the  Foster  Kennedy 
syndrome  (1),  characterized  by  optic  atrophy  in  one  eye,  and  papil- 
1  oedema  in  the  other,  and  indicating  the  presence  of  a  frontal  lobe 
tumour  or  abscess  on  the  side  of  the  atrophy,  and  so  I  wrote  to  the 
doctor  saying  that  I  thought  the  patient  was  most  probably  suffering 
from  a  left  frontal  lobe  tumour,  and  recommending  her  to  come  into 
hospital  for  further  investigations. 


The  patient  was  admitted  to  hospital  a  few  days  later,  when  an 
attempt  was  made  to  unravel  the  somewhat  involved  and  contradictorv 
statements  about  the  failure  of  sight. 

This  was  her  story.  At  the  end  of  June  1 948  the  sight  was  very  good. 
In  July  there  were  one  or  two  episodes,  lasting  only  a  few  seconds,  of 
azy  vision,  more  marked  on  the  right  side  than  on  the  left.  Thus 
on  walking  into  a  room  in  which  her  sister  was  sitting  on  the  patient’s 

Sonds  e’Thheesen0tiCedHthaVShe  COl"d  "0t  See  her  ^"ly  fof^ew 
nds.  These  episodes  became  more  frequent  in  August  and 

ahho  herk,  ■"  SeP‘ember  the  sight  was  constantly  affected  and 
d7  "  ^ober  1948  S 

c ~£  pssrjssz 

although  when  admitted  to  hospital  thefottnS  3  JV‘th  ^  left  eye’ 
vision  was  better  in  the  left  P  6  Po  owm£  May,  we  found  the 

■he  patient  said  ti* £  » Z  ‘  ^ ^49 

but  c°u,d  only  distinguish  light  and  shade  wkh  th  left  eve  h/Feh  ^ 
1949  an  infection  developed  in  the  left  mnvnr  V  In  FebruarV 
puncture  was  performed  hut  no  pus  was  r™  a  y  Jantrun>.  antral 
injection  was  given.  The  antritis  was  11  •  ound’  anti  one  penicillin 
affirmed  that  she  found  by  her  own  tZft  '"<•  tW°  Weeks  and  the  patierit 
ately,  that  the  vision  improved  verTmuch  *,???*  ^  eye  altern- 
Puncture.  Her  sister,  however  safdTha^v  Ke  £ft  eye  after  the  antral 
Patient  was  a  better  judge  of  this  than  h  'S  W3S  n0t  S°'  PerhaPs  <be 
improvement  of  vision  in  the  left  althouSh  the  alleged 

left  eye  must  be  considered  a  matter  of 


5—2 
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uncertainty.  About  the  middle  of  April  1949  vision  deteriorated  in 
both  eyes,  but  much  more  in  the  right  than  in  the  left. 

On  admission  to  hospital  the  patient  could  just  distinguish  between 
light  and  darkness  with  the  right  eye.  With  the  left  eye  she  could  read 
letters  f  in.  high,  but  not  letters  \  in.  high.  She  could  distinguish 
colours  with  the  left  eye,  count  fingers,  and  differentiate  between  a 
pencil  and  a  pen.  She  was  not  able,  however,  to  recognize  persons, 
although  seeing  their  figures. 

The  patient  still  complained  of  frontal  headaches,  of  pain  in  the 
back  of  the  neck,  and  of  feeling  very  nervous  since  last  November, 
which  she  attributed  to  her  failing  sight. 

The  pupils  were  equal,  of  medium  size,  the  reaction  to  light  was 
normal  in  the  left  eye,  but  the  right  pupil  did  not  constrict  so  much  as 
the  left.  The  reaction  to  accommodation  was  equal  in  each  eye. 

No  other  abnormal  signs  were  found  in  the  central  nervous  system, 


Fig.  24.  Skull  from  above  showing  electro-encephalo- 
graphic  localization  of  tumour. 


beyond  diminution  of  smell,  hyposmia  rather  than  anosmia,  on  the 
left  side.  The  electro-encephalogram  supported  the  diagnosis  ol  a 
left  frontal  tumour,  the  report  being  as  follows:  “  The  alpha  rhyt  m 
was  predominantly  at  8  c./sec.  and  of  moderate  voltage  (30  /xv .).  There 
was  considerable  theta  activity,  and  also  slow  wave  activity  at  3  c./sec 
from  all  areas,  but  most  marked  parieto-occipitally  No  phase  reversals 
were  seen  from  these  waves,  i.e.  they  do  not  arise  from  a  definite  f«m 
Persistently  throughout  both  recordings,  on  May  18th  and  19th,  there 
fronfal  lobes  an  abnormal  saw-toothed  wave  of maximal 
nmnlitude  50  uv  and  varying  in  frequency  from  2  to  3  c./sec.  in 
phas^relationships  of  these  waves  and  the  distribuUon  of  vo  tage  are 
consistent  with  a  focus  of  activity  in  the  mid-line,  possibly  a  little  to  t 
tft  and  very  deep  in  the  frontal  lobes,  as  shown  in  the  diagram  (Fig. 
£  ’  Conclusion  -  Such  a  record  could  be  obtained  ,  - .  ere  were 
tumour  deep  in  the  frontal  lobes  in  the  m.d-lme,  or  a  little  to  the  left 

of  the  mid-line.” 


LEFT 


Fig. 


25.  Left  visual  field.  Two-degree  white  test  object  not  seen  in  shaded  area. 
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Fig.  26. 


Noma'S^ 
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The  ophthalmologist  reported:  “  Right  papilloedema  about  4-5  D 
swelling.  Vessels  obscured  by  oedematous  nerve  fibre  layer.  Left 
optic  atrophy  and  subsiding  papilloedema.  Right  vision:  Hand  move¬ 
ment  at  3  in.,  no  peripheral  field.  Left  field  (see  Fig.  25).  Left  vision: 
Less  than  1/60  with  -0-75  cyl.  Axis  horizontal.” 

In  the  meanwhile  we  thought  that  the  X-ray  examinations  had 
thrown  further  light  upon  the  case.  The  vault  of  the  skull  showed  a 


F'°^heN^ 

sphenoid  in  left  orbit. 

marked  de.ierr-til.ee  .ppe.r.rree  due  re  rhirmin.  "f 

will  look  at  the  X-ray  showing  the  norma  frontalis  ol  the  skuii  t 
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you  will  see  in  the  left  orbit  what  appears  to  be  destruction  of  the* lesser 
wing  and  of  the  orbital  surface  of  the  greater  wing  of  the  sphenoid, 
the  bone  on  each  side  of  the  sphenoidal  fissure  being  eroded.  An 
X-ray  film  of  the  chest  showed  a  circular  shadow  in  the  right  cardio- 
phrenic  angle  (see  Fig.  28),  which  was  seen  to  be  placed  anteriorly  in 
the  oblique  view.  It  was  suggested  that  there  was  a  primary  carcinoma 
of  the  lung  with  secondary  deposits  in  the  skull.  The  erosion  of  the 


Fig.  28 


X-ray  ot  the  chest  showing  circular  shadow  in  right 
cardio-phrenic  angle. 


sphenoid  indicated  the  cerebral  tumour  was  on  the  left  side  Tho 

She"®  ZZ'I  ^  "7  b«  "° .depoK  werenld 

could  be  found  The^emrerati'111011  S'gnS  P.01nt'ng  to  a  ,un§  lesion 

evening,  and  the  pulse  rat/v  r  ed  b^ToldSS  l°  bT  d  * 

Hb.  1 1 1  per  cent  White  cells  s  son  ,  88'  Blood  count : 

lymphocytes  33  per  cent,  monocytes  lOpe^cent  57p6r  CCnt’ 

6  mm.  at  1  hour  ( Westereren^ Y  ail  r  ^ '  Sedimentation  rate: 

Armstrong  units/100  c.c.  Blood  protefns^Normal 31386 '  '°'8  K'ng' 
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Some  of  the  doctors  who  examined  the  X-ray  films  of  the  chest 
considered  the  possibility  that  the  shadow  might  be  due  to  a  simple 
cyst  or  one  of  the  other  recognized  causes  of  rounded  opacities  in  the 
right  cardio-phrenic  angle,  such  as  humping  of  the  diaphragm  or  a 
diaphragmatic  hernia.  Against  the  diagnosis  of  primary  carcinoma  of 
the  lung,  with  secondary  deposits  in  the  brain  were  (1)  the  absence  of 
signs  or  symptoms  of  carcinoma  of  the  lung,  (2)  the  normal  sedimenta¬ 
tion  rate  of  the  red  cells,  and  (3)  the  mental  clarity  of  the  patient.  On 
the  other  hand  l  have  seen  a  patient  with  secondary  carcinoma  of  the 
brain  in  which  the  primary  growth  in  the  lung  was  small  and  giving 
rise  to  no  symptoms,  and  which  was  not  detectable  on  radiological 
examination,  either  in  the  postero-anterior  or  lateral  films,  owing  to  the 
growth  being  situated  at  the  lung  root  and  the  patient  having  such 
marked  scoliosis  that  it  was  hidden  by  the  spinal  curvature. 

A  neurologist  reported:  “Right  eye:  No  perception  of  light.  Gross 
secondary  optic  atrophy,  with  some  swelling  still  present.  Left  eye: 
Visual  acuity  less  than  J  20— field  contracted,  but  this  is  general.  Optic 
atrophy  almost  primary  in  type,  with  a  little  nasal  oedema.  There  are 
no  other  abnormal  physical  signs  beyond  relative  hyposmia  on  the  left, 
but  there  has  been  a  left  antrostomy.  The  patient  is  well  orientated  and 
has  no  gross  intellectual  impairment.  The  clinical  picture  is  that  of  a 
chronic  mid-line  lesion.”  Unfortunately  the  X-ray  films  could  not  be 


found  when  the  neurologist  examined  the  patient. 

A  neurological  surgeon  gave  the  following  report:  It  is  very 

difficult  to  obtain  precise  details  in  the  history.  She  has  obviously 
been  an  ailing  woman  for  some  years.  Visual  deterioration  dates  from 
last  autumn  and  began  in  the  left  eye,  with  ?  improvement  after  left 
antral  puncture  performed  for  no  very  obvious  reason  Now  her  left 
eye  is  the  better  one,  but  she  has  been  unable  to  read  tor  nine  months 
and  now  can  distinguish  people  only  as  vague  shapes.  Never  any 
diplopia.  Has  had  left  frontal  and  occipital  headache  but  is  vague 
as  to  duration  and  time  relationship.  No  weakness  of  limbs  ot  er 
than  that  associated  with  rheumatoid  arthritis.  No  paresthesia.  No 
nasal  discharge.  No  cough.  Examination:  There  is  mental, det< enora- 
tion  here  and  I  do  not  think  it  is  related  to  her  blindness.  Discs.  R  g  , 
aross  papilloedema  with  much  greyish  exudate.  Left,  secondary  optic 
atrophy  Eye  movements:  Diminished  lateral  deviation  to  the  right 

aft.  . ;*  gr “S'.ri.i” 


and  are  not  destructive. 
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“  Comment.  I  am  surprised  to  find  a  woman  as  well  as  this  patient 
is,  suspected  of  intracranial  secondaries  from  a  primary  lung  neoplasm 
and  should  regard  her  as  having  a  meningioma  of  the  greater  wing  of 
the  sphenoid  had  I  not  been  aware  of  the  chest  condition.  Is  it  possible 
that  this  is  of  other  pathology,  or  alternatively  that  a  primary  intra¬ 
cranial  neoplasm  has  produced  a  chest  secondary?  I  agree  that  the 
prognosis  as  to  recovery  of  sight  is  bad,  whatever  the  cause  of  the 
blindness,  and,  as  she  has  no  severe  headache,  there  seems  at  present 
no  indication  for  intervention.  I  think  a  lumbar  puncture  might 
clarify  the  picture.” 

This  was  done  on  May  25th.  The  pressure  of  the  cerebro-spinal 
fluid  was  raised  to  about  400  mm.  C.S.F.  The  fluid  was  clear,  and 
10  c.c.  were  removed  for  examination.  The  protein  content  was  high, 
500  mg./lOO  c.c.  The  sugar  was  normal,  70  mg./lOO  c.c.,  and  The 
chlorides  were  also  normal,  700  mg./lOO  c.c.  The  Wassermann  reaction 

on  the  fluid  was  negative.  The  cells  numbered  less  than  one  lymphocyte 
per  c.mm. 

Immediately  after  the  lumbar  puncture  the  patient  complained  of 
severe  frontal  throbbing  headache  which  was  relieved  in  about  an 

hour  by  placing  the  toot  of  the  bed  on  blocks  and  giving  a  codein 
mixture  by  mouth. 


and  diaphragm  was  a 
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yellowish-coloured  translucent  cyst,  2  x  l£  x  It  in.,  containing  clear 
fluid  (see  Fig.  29).  The  cyst  was  mobile,  but  attached  medially  to  the 
fat  in  the  cardio-phrenic  angle.  It  overlay  a  small  portion  of  the  antero¬ 
medial  aspect  of  the  middle  lobe  of  the  right  lung  causing  pressure 
collapse.  On  firm  digital  pressure  no  fluid  could  be  expressed  from  the 
cyst  into  the  pericardial  cavity  or  mediastinum.  On  opening  the 
pericardium  there  was  no  evidence  of  communication  between  it  and 
the  cyst.  The  fluid  content  was  clear  and  straw-coloured,  about 


Fig.  29. 


Post-mortem  appearance  of  thorax,  showing  spring-water 
cyst  in  right  cardio-phrenic  angle. 


20  c.c.  in  volume,  with  0-24  G./100  c.c.  protein.  No  cells  were  present 

hut  a  few  degenerate  crystals,  ?  cholesterol.  ,  . , 

It  was  a  spring-water  cyst,  so-called  from  the  clearness  of  the  fluid 
it  contains  Other  names  which  have  been  applied  to  these  cysts  are 
serosal  cysts  simple  mediastinal  cysts,  pleuro-d.aphragmat.c  cysts 

xessesz 

‘^hhum  and  thTcyst  bulges  towards  the  pleural  space.  Some 

St'S,,™  id  L 

mediastinum,  but  Barrett  and  Barnard  (2)  have  reportcu 
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superior  mediastinum.  At  times  it  is  seen  on  screen  examination  to 
pulsate  with  each  beat  of  the  heart,  and  it  may  change  in  shape  in 
films  taken  with  inspiration  and  expiration.  In  considering  the 
differential  diagnosis,  on  radiological  examination,  the  following 
conditions  should  be  thought  of:  1.  A  fat  pad  in  the  cardio-phrenic 
sulcus.  2.  A  lipoma.  3.  A  dermoid.  4.  A  teratoma.  5.  A  hamartoma. 


Fig.  30. 


Base  of  brain  showing  meningioma  arising  from  right  Sylvian  fissure. 


or  onh"tea§matiH  'T™"  °f  th£  'iver 

9.  A  cardiac  aneurysm.  10  Unilateral  'Lc^tri  °f  ^  diaphragm- 
Primary  carcinoma  of  lune  17  W  ‘  H  sacculated  pencarditis.  11. 
interesting  naner  on  8’u-  Secondary  carcinoma  of  lung  An 
Archer  an^M^pp  (3) thC  ^  WM  P“blished  »  1948  by  Coopt" 

of  -cinema 

s  llke'y-  and  on  opening  the  skull 
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the  dura  everywhere  appeared  tense  and  bulging,  and  the  convolutions 
of  the  cerebral  hemispheres  were  flattened.  There  was  a  fairly  well 
marked  pressure  cone.  The  tumour  was  found,  not  as  was  expected 
on  the  left,  but  on  the  right  side  of  the  brain.  It  lay  on  the  under 
surface  of  the  brain  and  arose  from  the  dura  mater  in  the  Sylvian 
fissure  between  the  frontal  and  temporal  lobes  (see  Fig.  30).  It  was 
firm,  about  2  in.  in  diameter,  and  presented  the  appearance  of  a 
meningioma.  The  tumour  was  adherent  anteriorly  to  the  thin  edge 
of  the  lesser  wing  of  the  sphenoid  on  the  right  side,  which  defines 
the  posterior  border  of  the  anterior  cranial  fossa.  There  was  erosion 
of  the  greater  and  lesser  wings  of  the  right  sphenoid  and  of  the  right 
anterior  middle  and  posterior  clinoid  processes  and  of  the  dorsum 
sellae.  No  haemorrhage  had  occured  into  its  substance.  The  tumour 
projected  medially  causing  pressure  and  adhesions  over  the  right  optic 
nerve  and  it  entered  the  superior  orbital  fissure  on  the  right  side. 
Further,  it  displaced  a  portion  of  brain  tissue  to  the  left,  and  this,  by 
compressing  the  left  optic  nerve  as  it  pierced  the  dura  mater  to  enter 
the  optic  foramen,  would  cause  the  brunt  of  the  pressure  from  the 
bone  to  fall  on  the  temporal  side  of  the  nerve.  On  the  inner  table  ol 
the  occipital  bone,  corresponding  with  the  small  translucent  area  seen 
in  the  X-ray  of  the  skull,  there  was  an  area  of  erosion,  about  0-5  cm. 
in  diameter,  and  a  portion  of  cerebellum  had  herniated  into  the  hole. 
Histological  examination  showed  that  the  tumour  was  a  meningioma. 
Further,  there  was  a  small  portion  of  the  cerebellum  covered  by  dura 
filling  a  deficiency  in  the  occipital  bone.  This  deficiency  was  probably 
congenital.  There  was  no  evidence  of  a  vascular,  inflammatory  or 

neoplastic  lesion.  .  . 

The  bones  of  the  vault  of  the  skull  were  seen  on  transillumination 

to  be  a  little  thinned,  hence  the  radiographic  beaten-silver  appearance 
The  tumour  did  not  invade  the  brain  substance,  and  it  appeared  that 

it  could  have  been  removed  surgically. 

When  I  enquired  what  was  the  explanation  of  the  discrepancy 
between  the  X-ray  and  the  post-mortem  findings,  namely  why  t 
sphenoW  appeared  eroded  radiologically  on  the  left  side,  whereas 
the  erosion  actually  was  on  the  right  side,  I  was  to  d  by  my  hou 
physician  that  it  was  assumed  that  the  film  of  the  skull  was  incorrect  y 
Hbe  led the  right  side  being  the  left,  and  vice  versa.  It  was  too  late 
now  to  check  the  correct  side  of  the  film  by  examining  the  position  ol 

theWe^hm  thelow  Jof  ^  patient’s  condition  after  the  lumbar 

puncture'was  due  to  the  Ibrmatioit  < “SeS 

toTe^ult^frrnTtbthe'high^mracran^a^  pressure  affecting  the  vita,  centres 
in  the  medulla. 
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Comment.  It  now  remains  to  consider  how  the  clinical  symptoms 
and  signs  of  the  visual  failure  can  be  explained  by  the  post-mortem 
findings.  When  I  first  saw  the  patient  three  weeks  before  her  death, 
the  difference  between  the  appearance  ol  the  two  tundi  was  so  striking, 
that  bearing  in  mind  Foster  Kennedy's  publication  I  had  little  doubt 
that  a  tumour  was  present  in  the  left  frontal  lobe.  The  left  disc 
presented  the  appearance  of  a  primary  optic  atrophy — the  disc  was 
very  pale,  the  edge  was  sharp,  except  on  the  nasal  side  where  it  was 
blurred,  and  the  retinal  arteries  were  only  slightly  attenuated.  The 
right  fundus  on  the  other  hand,  presented  the  typical  features  of  a 
severe  degree  of  papilloedema.  Reviewing  the  other  findings,  the 
patient  first  noticed  failure  of  vision  in  the  left  eye,  and  if  there  was  a 
temporary  recovery  of  vision  in  this  eye,  as  was  suggested  by  the 
patient,  but  denied  by  her  sister,  this  could  be  accounted  for  by  a 
variation  in  the  size  of  the  tumour,  with  a  consequent  variation  in  its 
pressure  effects,  as  described  later.  The  vision  in  the  right  eye  subse¬ 
quently  failed — to  a  much  greater  degree  than  in  the  left  eye,  so  that 
during  the  last  few  weeks  she  was  to  all  intents  and  purposes  blind  in 
the  right  eye,  although  still  possessing  some  central  vision  on  the 
left  side. 

I  wrote  to  the  ophthalmic  surgeon  who  saw  her  on  October  8th, 
1948,  when  the  patient  complained  of  failing  vision  in  the  left  eye, 
and  he  told  me  that  he  found  the  vision  was  6/9  uncorrected  in  each 
eye.  The  left  disc  and  vessels  appeared  normal;  the  right  disc  was 
pale  and  the  retinal  arteries  somewhat  attentuated,  a  condition  that  he 
took  to  be  a  primary  optic  atrophy.  He  advised  that  she  should  see 
a  neurologist,  but  as  far  as  I  know  she  did  not  do  so  until  six  months 
later,  after  admission  to  hospital. 


The  post-mortem  findings  indicate  there  was  at  this  time  pressure 
irom  the  tumour  on  the  right  optic  nerve.  On  December  9th,  1948, 
the  ophthalmic  surgeon  again  examined  her,  when  she  complained 
hat  vision  was  worse,  particularly  in  the  left  eye.  The  vision  was  now, 
left,  less  than  6  60;  right,  6/9.  He  found  there  was  primary  optic 
a  rophy  on  the  left  side,  and  papilloedema  on  a  background  of  optic 

d  sTacemeVt  :fntghhthde-  Partem  findings  "suggest  thauhe 
displacement  of  the  brain  by  the  tumour  to  the  left  had  nipped  the 

nerve  with  pressure  on  it  by  dura  mater  and  bone  just  before  h  entered 
rirttTT  foramen’  causlng  the  atrophy,  whereas  the  pressure  on  the 
papiltedema5  ^  “  “>  3"d  had  resulted  a  secondary 

thatch!1  fiera°r  n0t  thiS  is  the  true  exPlanation,  this  case  demonstrates 
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Kennedy,  it  should  have  been  situated  on  the  side  which  showed  the 
optic  atrophy  uncomplicated  by  papillcedema. 

Foster  Kennedy  (1)  published  his  paper  entitled  “  Retrobulbar 
neuritis  as  an  exact  diagnostic  sign  of  certain  tumours  and  abscesses 
in  the  frontal  lobe  in  1911.  In  discussing  the  diagnosis  of  expanding 
lesions  of  the  frontal  lobes  he  writes:  “  The  sign  to  which  I  wish  to 
draw  attention  is  the  occurrence  of  true  retrobulbar  neuritis  with  the 
formation  of  a  central  scotoma  and  primary  optic  atrophy  on  the  side 
of  the  lesion,  together  with  concomitant  papillcedema  in  the  opposite 
eye.”  There  are  two  possibilities,  he  says,  when  the  tumour  arises 
in  the  under  surface  of  the  frontal  lobe.  The  tumour  may  in  its  early 
stages,  press  directly  on  one  optic  nerve  causing  primary  optic  atrophy 
of  the  macular  fibres  with  loss  of  central  vision,  followed,  as  the  intra¬ 
cranial  tension  rises,  by  papillcedema  in  the  other  eye.  Alternatively, 
if  the  expanding  lesion  is  situated  in  the  substance  of  the  frontal  lobe 
not  at  first  implicating  the  optic  nerve,  there  is  first  a  rise  in  the  intra¬ 
cranial  tension  causing  bilateral  papillcedema,  followed  by  ipsolateral 
optic  atrophy  affecting  first  the  temporal  half  of  the  disc,  as  the  tumour 
or  abscess  expands  to  press  on  the  underlying  optic  nerve.  The  vision 
will  now  rapidly  diminish  on  the  ipsolateral  side,  while  on  the  contra¬ 
lateral  side  the  vision  will  remain  good  for  some  time.  Dr.  Kennedy  s 
account  is  based  on  six  cases,  four  of  which  he  observed  while  resident 
medical  officer  at  the  National  Hospital,  Queen  Square,  London, 
and  two  were  seen  later  in  New  York.  In  three  ol  these  ipsolateral 


optic  atrophy  occurred  before  there  was  time  for  papillcedema  to  develop, 
in  the  other  three  cases  the  optic  atrophy  followed  the  papilloedema. 

If  the  chest  had  not  been  X-rayed  in  the  case  I  have  described  it 
is  probable  that  a  diagnosis  of  meningioma  would  have  been  made, 
as  was  suggested  by  the  neurological  surgeon.  If  the  patient  had  been 
seen  by  a  neurologist  six  months  earlier,  the  tumour  might  have  been 
removed,  and  sight  and  life  preserved.  If  the  surgeon  had  decided  to 
operate  in  the  later  stages,  after  preliminary  decompression,  would 
the  lesion  have  been  localized  to  the  right  side,  where  the  papilloedema 
was  intense,  or  would  reliance  have  been  placed  on  the  teachings  o 
Foster  Kennedy,  on  the  electro-encephalographic  findings,  and  on  the 
side  of  the  erosion  of  the  sphenoid,  as  indicated  by  the  x‘ray  °[  1  e 
skull?  Would  the  skull  have  been  opened  on  the  lett  side,  only  o 
draw  a  blank?  An  air  encephalogram  would  probably  have  decided 
this  point,  the  ventricular  system  being  displaced  away  irom .  the 
side  of  the  tumour.  Should  this  really  be  considered  as  a  case  illus¬ 
trating  the  Foster  Kennedy  syndrome,  as  there  was  no  central  scoto 
in  the  atrophic  eye,  and  was  it  possible  to  test  adequately  fm 
this  when  the  patient  was  in  hospital,  as  she  was  then  so  ve  y 


ill? 


ri  m 
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These  and  other  matters  are  subjects  for  reflection. 
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GOITROGENOUS  ASTHMA 


A  single  woman,  twenty-three  years  of  age,  was  sent  to  me  in 
December  1948  because  she  was  faced  with  retirement  from  work  on 
account  of  asthma  and  chronic  bronchitis.  There  was  no  history  of 
illness  in  the  family,  and  the  patient  had  never  suffered  from  hay  fever, 
pneumonia,  pleurisy,  or  any  allergic  or  pulmonary  disease. 

During  1947  she  developed  symptoms  of  thyrotoxicosis  and  attended 
the  out-patient  department  of  a  provincial  hospital.  In  December  1947 
she  was  admitted  to  hospital  with  a  view  to  operation;  however,  after 
further  observation,  thyroidectomy  was  not  considered  to  be  necessary, 
and  the  patient  was  discharged.  A  month  later  she  was  admitted  again 
to  the  same  hospital  and  given  a  course  of  thiouracil,  and  this  treatment 
was  continued  as  an  out-patient  until  March  1948.  In  May  1948  she 
began  to  be  wheezy  for  the  first  time  in  her  life,  and  during  the  rest  ot 
the  year  wasofif  duty  with  what  was  diagnosed  as  asthma  and  bronchitis. 

I  examined  the  patient  on  December  2nd,  1948,  and  reported  as 
follows:  “  Her  general  condition  is  good,  height  5ft.  5  in.,  weight 
(clothed)  10  st.  1  lb.  The  throat  is  normal.  The  tongue  is  slightly 
furred.  I  can  feel  no  enlarged  lymphatic  glands.  The  fingers  are  not 
clubbed.  The  teeth  are  sound.  The  pupils  and  knee-jerks  react 
normally.  There  are  no  eye  signs  of  Graves’  disease,  no  tremors,  and 
the  skin  is  dry.  The  pulse  is  slow,  78,  regular.  The  blood  pressure 
is  120/80  mm.  Hg.  The  heart  is  not  enlarged  and  there  are  no  murmurs. 
The  breath  sounds  are  wheezy  with  some  rhonchi.  She  has  a  nodular 
goitre  and  on  screen  examination  the  superior  mediastinum  is  not 
quite  clear.  Further,  the  dyspnoea  is  relieved  by  sitting  forward. 

“  It  seems  possible  that  there  is  pressure  on  the  trachea  either  in  the 
neck  or  from  a  retrosternal  goitre,  and,  if  so,  the  nodular  goitre  has 
probably  enlarged  as  the  result  of  the  thiouracil  treatment.  I  am 
recommending  her  for  admission  to  hospital  for  further  examinations. 
In  the  meanwhile  I  think  the  decision  about  her  retirement  should  be 

postponed.”  , 

She  was  admitted  to  hospital  in  London  under  my  care  on  Decem¬ 
ber  30th  1948,  and  on  admission  her  weight  was  10  st.  1  lb.,  pulse  1JU, 
blood  pressure  130/75  mm.  Hg.  and  the  circumference  of  the  neck 
14i  in.  The  house  physician  noted  that  there  was  a  moderate  diffuse 
soft  enlargement  of  the  thyroid,  equally  of  both  lobes,  and  that  no 
adenoma  could  be  felt.  Respiration  was  wheezy  and  numerous 
rhonchi  were  present  over  both  lungs.  The  following  investigatmns 
were  carried  out:  Bronchoscopy:  The  glottis  is  small,  and  the  cords 
are  normal.  The  trachea  is  deviated  to  the  left,  but  no  distor  ion  is 
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seen.  The  appearances  of  the  bronchi  suggest  spasm.  Blood  count: 
Hb.  102  per  cent.  Leucocytes  8,300  per  c.mm.,  polymorphs.  66  per 
cent,  lymphocytes  25  per  cent,  monocytes  4  per  cent,  eosinophils 
5  per  cent.  Blood  cholesterol:  232  mg.  per  100  c.c.  X-ray  of  chest: 
Nil  abnormal  seen  in  heart  or  lungs.  Tomograms  were  taken  and 
these  showed  an  indentation  of  the  anterior  wall  of  the  trachea  by  an 
enlarged  thyroid.  The  trachea  was  also  slightly  deviated  to  the  left. 
No  retrosternal  goitre  was  seen.  X-ray  sinuses:  Mucosal  thickening 
of  both  frontal  sinuses  and  both  antra,  more  marked  on  the  left  than 
on  the  right.  The  ethmoid  cells  are  poorly  developed  and  show  poor 
pneumatization.  X-ray  teeth:  Slight  alveolar  absorption  of  the  upper 
and  lower  jaws.  Otherwise  no  dental  abnormality  detected. 

There  was  no  clinical  evidence  now  of  thyrotoxicosis  beyond  the 
tachycardia,  which  was  not  present  when  I  first  examined  her.  The 
blood  cholesterol  figure  was  not  low,  as  one  expects  in  thyrotoxicosis. 

While  these  investigations  were  being  carried  out  the  patient  had 
about  one  attack  of  breathlessness  a  day,  and  the  house  physician 
reported  that  it  came  on  suddenly  and  appeared  to  be  typically  asthma¬ 
tic.  He  noted  that  she  found  it  difficult  to  take  in  a  breath!  The  attacks 
were  relieved  in  a  few  minutes  by  Neo-Epinine,  mg.  20  tablet  dissolved 
under  the  tongue.  While  asleep  she  often  had  a  pronounced  wheeze 
in  the  throat,  which  did  not  disturb  her  and  stooped  as  soon 


normal  people  was  18,  and  there 


acnea  in  approximately  from  ten  to  thirtv 
to  its  basal  level  in  about  two  hours  ” 
injection  of  0-5  c.c.  of  1  in  1,000  adrenaline 
e  rnavjmum  rise  in  the  B.M.R.  in  four 
here  was  a  greater  increase  in  cases  of 


Graves’  disease. 


I  now  asked  a  surgeon  to  see 


*5?  pa‘ier  and  he  considered  that 
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agree  with  me  that  the  asthma  was  in  any  way  connected  with  the 
enlargement  of  the  thyroid. 

The  patient  went  home  for  three  weeks  to  await  operation,  and  on 
re-admission  on  March  11th  was  found  to  be  sleeping  much  better, 
only  having  to  take  Neo-Epinine  about  every  third  night.  There  was 
now  more  definite  evidence  of  thyrotoxicosis.  The  pulse  was  120,  the 
rate  rising  quickly  on  emotion  or  exercise.  The  B.M.R.  was  +28 
and  the  weight  had  fallen  to  9  st.  9  lbs.  A  fine  tremor  of  her  hands 
was  now  noted.  The  blood  cholesterol  also  had  fallen  to  171  mg. 
per  100  c.c.,  which  supported  the  diagnosis  of  thyrotoxicosis.  On 
March  23rd,  after  a  course  of  pre-operative  iodine,  a  sub-total 
thyroidectomy  was  performed.  The  thyroid  was  smooth,  firm  and 
vascular  and  both  lobes  were  enlarged.  A  small  adenoma  was  found 
in  the  isthmus,  but  there  was  no  retrosternal  portion.  The  adenoma 
was  presumably  pressing  on  the  trachea,  as  had  been  shown  by 
bronchoscopy  and  by  tomography.  Two  days  later  the  pulse  was 
164  and  respirations  30.  A  tachycardia  of  140  continued,  together 
with  a  temperature  of  100°  F.  for  three  days,  and  it  was  considered 
that  she  had  a  mild  thyrotoxic  crisis.  The  pathological  report  on  the 
thyroid  was:  “  The  nodular  goitre  shows  areas  of  hyperplasia  with 
marked  colloid  deficiency  and  moderate  lymphoid  hyperplasia,  thus 
confirming  the  diagnosis  of  thyrotoxicosis,  and  also  of  nodular  goitre. 

A  repeat  B.M.R.  on  March  31st,  1949,  gave  a  reading  of  +10. 
The  patient  attended  the  out-patient  department  in  May  1949  her 
weight  was  now  10  st.  2  lbs.  She  was  much  better  and  had  been 

troubled  by  only  one  attack  of  asthma. 

I  saw  the  patient  again  on  July  14th,  1949.  She  now ^fdt .  very -  much 
better  and  was  quite  free  from  attacks  of  asthma.  She  said  It  tee  Is 
so  much  easier  round  my  throat  now,  I  feel  I  can  breathe.”  I  could 
not  find  any  abnormal  signs  and  advised  that  she  would  be  fit  to  star 

WOST  Thisfs  an  example  of  a  case  in  which  experience  was 
noMallacious  I  probably  should  not  have  diagnosed  this  patten 
as  suffering  from  goitrogenous  asthma  if  I  had  not  seen  a  somewhat 
as  suffering  8  previously.  A  woman  twenty-eight  years  of 

simi'ar  case  «  2  .S  department  on  account  of  persistent 

age  was  sent  to  my  P  just  feel  a  nodular  goitre  in  the  supra- 

pressure  on  the  trachea.  .  Heveloning  after  thiouracil 

ThC  ^  nhvrotoxicosislna  woman  who  had  never  suffered  from 
as^hm'a 'before^ ^at° once°suggested  that  a  nodular  goitre  had  increased 
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in  size  owing  to  the  thiouracil,  and  was  now  pressing  on  the  trachea, 
causing  reflex  bronchial  spasm  and  asthma.  And  such  proved  to  be 
the  case.  The  house  physician  was  very  sceptical,  as  he  had  never 
met  with  such  a  case  before  and  did  not  believe  in  its  existence.  Further, 
his  clinical  examination  was  faulty  and  he  did  not  recognize  the  goitre 
to  be  nodular  in  character.  The  surgeon  also  was  dogmatic  in  his 
opinion  that  the  thyroid  had  nothing  to  do  with  the  asthma. 

I  had  the  satisfaction  of  seeing  the  patient  restored  to  health, 
freed  from  the  continuous  menace  of  crippling  attacks  of  asthma,  and, 
instead  of  being  a  perpetual  invalid,  able  once  more  to  resume  her  work. 
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THE  PREMENSTRUAL  TENSION  SYNDROME 


“  The  condition  of  the  female  sex  has  been  frequently  the  subject  of 
compassion  to  medical  writers,  because  their  constitution  of  body  is 
such,  that  every  state  of  life  brings  its  peculiar  diseases .” 

The  Rambler 


A  single  woman,  twenty-seven  years  of  age,  consulted  me  early 
in  1954  on  account  of  periodical  swelling  of  the  face,  breasts,  thighs 
and  upper  arms,  often  accompanied  by  a  rise  of  temperature  to  about 
100°  F.  During  the  attacks  she  felt  tired  mentally  and  physically,  and 
was  very  sleepy.  The  swollen  areas  of  the  body,  especially  the  breasts, 
were  painful  and  tender,  and  during  the  attacks  very  little  urine  was 
passed.  The  first  time  the  swelling  was  noticed  was  about  three  years 
previously,  following  what  was  described  as  an  attack  ol  glandular 
fever.  The  monthly  periods  began  at  the  age  of  thirteen,  there  was 
then  no  period  for  a  year.  The  second  period  was  also  followed  by  a 
year  without  one,  and  subsequently  the  periods  had  been  very  irregular 
and  scanty.  The  patient  noticed  that  during  the  times  of  the  swelling 
she  put  on  several  pounds  in  weight,  sometimes  as  much  as  a  stone, 
and  as  the  swelling  went  down  the  weight  also  tell  to  normal. 

Miss  J.,  when  well,  was  an  attractive  but  somewhat  pensive  young 
lady,  engaged  in  the  entertainment  world.  The  recurrent  attacks, 
however,  had  been  so  severe  and  so  disabling  as  to  interfere  with  her 
work,  which  she  had  eventually  been  compelled  to  give  up,  and  she 
was  now  living  at  home,  perhaps  feeling  herselt  a  burden  on  her 


relations.  .  .  •  i 

The  general  practitioner  had  referred  the  patient  to  an  endocrinolo¬ 
gist  at  a  hospital  three  years  before  she  came  to  me.  She  was  not 
swollen  at  the  time  of  the  examination,  the  blood  count  was  norma  , 
and  the  condition  was  considered  to  be  functional. 

Her  practitioner  examined  her  again  later,  during  an  attack,  and 
found  that  during  a  period  of  three  days,  the  bust  measurement 
increased  an  inch  and  a  half,  and  the  waist  and  thigh  measurements 
also  became  greater.  During  two  attacks  the  temperature  was  found 
to  be  raised  to  just  under  100“  F.,  and  the  patient  said  it  had  been 
considerably  higher  at  other  times.  The  basal  metabolic  rate  had  been 
estimated  four  months  before  I  saw  her,  and  was  +4  per  cent  1  ^ 
skin  was  very  dry,  and  so  the  patient  was  given  thyroid  extract  g  .  I 
twice  daily  by  mouth,  which  improved  the  growth  ol  her  ha  . 

Her  doctor  wrote  io  me  saying  he  felt  most  unhappy  about  labelling 
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the  whole  thing  as  functional  and  asked  if  I  could  throw  some  light 
on  this  rather  odd  story. 

When  I  examined  Miss  J.  early  in  March  she  said  it  was  one  of  her 
good  days.  There  was  no  swelling,  the  blood  pressure  was  120/80 
mm.  Hg.  and  I  could  find  nothing  abnormal.  The  patient's  height  was 
5ft.  3  in.,  and  weight  (clothed)  9  st.  5  lbs.  This  was  her  normal  weight, 
but  she  told  me  that  during  one  attack  her  weight  increased  over  a 
stone.  The  evidence  pointed  to  periodical  water  retention,  due  possibly 
to  a  pituitary-ovarian  disturbance,  and  I  arranged  for  admission  to 
hospital  for  investigation.  Miss  J.  was  admitted  on  March  5th  when 
these  was  still  no  swelling.  Our  tests  were  carried  out,  and  the  patient 
then  conveniently  had  a  typical  attack  of  swelling,  on  March  10th, 
which  lasted  for  five  or  six  days.  The  results  of  the  investigations 
were  as  follows: — 


X-ray  of  skull:  The  pituitary  fossa  is  small  and  there  is  calcification 
and  bone  formation  in  the  inter-clinoid  ligaments,  resulting  in  bridging 
of  the  sella.  This  was  not  considered  by  the  radiologist  to  be  of  any 
significance.  X-ray  of  sinuses:  Normal.  X-ray  of  teeth:  No  apical 
infection  seen.  Blood  count:  Red  cells  4-5  millions  per  c  mm  Hb 
92  per  cent,  C.I.  1  02,  White  cells  9,800  per  c.mm.,  polymorphs.  78  per 
cent,  lymphocytes  15  per  cent,  monocytes  6  per  cent,  eosinophils  1  per 
cent.  Sedimentation  rate  5  mm.  per  cent  plasma  at  one  hour  (Wintrobe). 
Sm/w:  Potassium  5-0  mEq/L,  sodium  146  mEq/L,  calcium  9-4 
mg./ 100  c.c.— all  normal.  No  agglutination  with  a  suspension  of 

f  •  af,us  at  a  dilution  of  1  in  20,  or  over.  Urea  clearance  tesl  ■ 
Renal  function  98  per  cent.  Blood  urea:  26  mg./lOO  c.c.  Urine-  No 
albumin  no  casts  in  deposit,  \l-ketosteroids:  22-6  mg.  per  twenty-four 
ours.  The  normal  reading  for  a  woman  is  5  to  15  mg.  per  twenty-four 
hours,  but  it  is  usually  thought  that  unless  the  reading  is  more  than 

“  "* » ~ 

The  fluid  intake  and  output  were  balanced  at  about  68  oz  in  the 
twenty-four  hours,  during  the  first  few  days  in  hospital  but  two  dav! 
before  the  first  symptoms  of  the  attack,  the  urine  output  fell  to  ~>A  <L 
tn  the  twenty-four  hours,  with  no  diminution  in  the  fluid  intake 

next  p  rit  hSt  n°Ted  SWelling  of  ,he  left  b-ast  on  March  10th  the 

onhtleftbrealt^ThT8  ’“‘T"  £ 

of  what  were  perhaps  the  most  h;!i  There  Was  also  a  return 

ness  and  inability  to  concentrate.  "The VexTdaTbotT'h S'eeP‘‘ 
swollen,  the  bust  measurement  increasing  3  in  The  T  Were 

TTu?hingClrthenha,rrenCTh0ef  fluid  “ItTv  ^  ^  the  "e'*  ^a“ 
began  on  “ 
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appeared,  and  the  patient  became  less  sleepy  and  more  cheerful. 
There  was  no  rise  of  temperature  during  the  attack.  The  period  was 
scanty,  only  lasting  two  days.  Miss  J.  left  hospital  on  March  18th, 
and  the  following  treatment  was  advised.  No  salt  to  be  added  to 
the  food  at  table,  and  very  little  to  be  used  in  cooking.  Foods  rich 
in  salt  to  be  avoided,  i.e.  toast,  Ryvita,  Yitaweat,  butter,  cheese,  bacon, 
ham,  smoked  haddock,  tinned  salmon,  kippers,  sardines  and  pickles. 
Neo-Selarom  to  be  used  as  a  salt  substitute,  if  desired,  zEthinyl- 
cestradiol  mg.  0  05  tablet  to  be  taken  daily  for  three  weeks  after  the 
cessation  of  each  period.  Eithisterone,  mg.  10  tablet  to  be  taken 
three  times  a  day  daily  from  the  14th  to  the  24th  day  of  the  menstrual 
cycle.  The  patient  also  continued  to  take  thyroid  extract,  gr.  \  twice 
daily. 

A  month  later  the  doctor  told  me  that  Miss  J.  was  troubled  with 
nausea,  and  so  the  sethinyloestradiol  dosage  was  reduced,  0  05  mg.  tablet 
being  taken  daily  from  the  7th  to  the  20th  day  of  the  menstrual  cycle, 
reckoning  from  the  first  day  of  the  period. 

Two  months  later  I  was  asked  to  see  Miss  J.  again.  Both  she  and 
her  doctor  were  very  pleased  with  the  result  of  the  treatment.  The 
periods  had  recurred  regularly  at  intervals  of  three  and  a  half  weeks, 
each  lasting  three  days,  with  an  increase  in  the  total  blood  flow.  There 
had  been  no  recurrence  of  the  attacks  of  swelling,  lassitude  and  sleepi¬ 
ness.  The  patient  said  “  I  feel  remarkably  well.  L  am  my  normal 
weight.  I  am  not  at  all  tired,  and  I  am  now  working  again.” 

Comment.  The  premenstrual  tension  syndrome  must  not  be  con¬ 
fused  with  the  varying  degrees  of  pain  and  discomfort  which  often 
precede  menstruation.  Frank  (1)  in  America,  as  long  ago  as  1931, 
described  what  he  called  “  The  Hormonal  Causes  of  Premenstrual 
Tension.”  The  first  case  presented  with  premenstrual  epileptiform 
convulsions,  and  the  second  with  premenstrual  asthma.  In  another 
case  premenstrual  oedema  was  noted  in  the  face,  hands  and  teet.  By 
examination  of  the  blood  and  urine  Frank  concluded  that  the  condition 
was  due  to  an  excess  of  the  “  female  sex  hormone  ”  in  the  blood.  In 
severe  cases  he  recommended  the  application  of  a  sterilizing  dose  ot 
X-rays  to  the  ovaries.  Thus  in  the  case  of  premenstrual  asthma  a 
sterilizing  dose  of  roentgen  ray  was  directed  against  thy  vanes.  F< 3 
two  and  one-half  years  complete  amenorrhoea  existed  and  with  it 
complete  freedom  from  asthmatic  attacks."  The  patient  then  had 
severe  asthmatic  attack  followed  a  few  days  later  by  a  normal  P«nod- 
It  is  probable  that  the  symptoms  of  this  syndrome  are  due  arge  y 
to  water  retention  associated  with  sodium  retention  n  . 

Both  cestradiol  and  progesterone  are  said  to  cause  water  re  ention 
but  in  varying  degrees,  oestradiol  being  more  powerful  in  this  respy 
Progestero'nel  considered  to  be  antagonistic  to  testrogens,  and  also 
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to  be  diuretic.  Greene  and  Dalton  (2)  relate  the  syndrome  to  an 
abnormally  high  oestradiol/progesterone  ratio.  They  postulate  that 
water  retention  may  occur  with  a  fairly  low  level  of  cestradiol  if  pro¬ 
gesterone  is  entirely  lacking,  or  be  absent  with  a  very  high  level  of 
cestradiol  if  progesterone  is  present  in  adequate  amounts.  They 
obtained  satisfactory  results  in  over  50  per  cent  of  their  cases  by  the 
administration  of  progesterone  by  mouth.  This  can  be  given  in  doses 
of  30  to  150  mg.  daily  for  twelve  days  from  the  14th  day  of  the  cycle. 
In  over  80  per  cent  of  cases  intramuscular  injections  of  progesterone 
afforded  complete  relief. 

Other  observers  consider  that  a  lack  of  oestrogen,  rather  than  an 
excess,  may  be  a  causative  factor  in  some  cases.  Thus  Rubenstein  (3) 
found  that  severe  and  incapacitating  premenstrual  headache  occurring 
in  young  women  could  be  relieved  at  once  by  an  intramuscular  injection 
of  1  mg.  of  cestradiol  dipropionate.  Examination  of  vaginal  smears 
indicated  a  low  hormone  level,  despite  the  maintenance  of  menstrual 
function.  In  the  case  of  ovarian  asthma  which  I  have  described  (see 


p.  57),  the  condition  was  cured  by  injections  of  cestradiol  and  pro¬ 
gesterone,  which  suggests  an  ovarian  deficiency. 

Mustakallio  and  Kinnunen  (4)  obtained  good  results  in  one  case 
of  the  premenstrual  syndrome,  which  failed  to  respond  to  treatment 
with  progesterone,  by  the  administration  of  Katonium,  a  sulphonic 
cation  exchange  resin.  The  cation  exchange  resin  takes  up  ions 
bearing  a  positive  charge,  such  as  potassium,  sodium,  calcium,  magne¬ 
sium,  ammonium  and  hydrogen.  Katonium  is  therefore  used  to 
remove  sodium.  The  patient  was  given  Katonium  15  G.  three  times 
daily  by  mouth  for  two  weeks  with  a  low  sodium  diet.  Severe  renal 
damage  is  a  contraindication. 

The  most  characteristic  feature  of  the  syndrome,  in  my  experience 
is  the  water  retention,  and  it  is  possible  that  cerebral  cedema  is  the 
rause  of  the  mental  symptoms.  The  condition  might  therefore  be 
called  the  Premenstrual  Hydraemic  Syndrome.” 
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PY/EMIA 


“  Pus,  the  thicker  and  whiter  it  is,  the  less  is  the  danger 

Cels  us 

On  the  evening  of  November  13th  I  was  called  to  see  a  man, 
fifty-one  years  of  age,  suffering  from  severe  diarrhoea  with  fever. 

On  enquiry  into  the  history  of  the  illness  I  was  told  that  on 
November  1st  the  patient  had  dined  at  a  restaurant  in  the  West  End 
of  London,  where  he  had  eaten  some  fish,  but  no  oysters.  Ten  days 
later,  while  returning  from  his  work  as  a  tailor,  at  4.30  p.m.,  he  was 
suddenly  taken  ill  with  shivering,  and  a  pain  low  down  in  the  back 
and  in  the  region  of  the  bladder.  On  reaching  home  he  went  to  bed, 
and  put  hot  bottles  to  his  back  and  feet.  He  then  complained  of 
frequency  of  micturition,  with  pain.  The  pain  was  of  a  burning 
nature  situated  in  the  region  of  the  bladder,  and  it  was  also  felt  at  the 
tip  of  the  penis  on  passing  water. 

There  was  nothing  of  significance  in  his  earlier  medical  history. 
Twenty-seven  years  previously  an  operation  had  been  performed  for 
acute  appendicitis,  and  fourteen  years  ago  he  had  been  operated  on 
for  strangulated  hernia.  There  had  been  no  previous  urinary  trouble. 

On  November  11th  his  general  practitioner  visited  him,  and  found 
the  temperature  raised  to  102-4  F.  and  the  pulse  to  110.  The  urine 
contained  a  trace  of  albumin.  In  view  of  the  persistence  of  the  frequency 
a  diagnosis  was  made  of  acute  urinary  infection,  probably  cystitis,  and 
Sulphathiazole  was  prescribed,  1  G.  every  four  hours  by  mouth, 

together  with  a  potassium  citrate  mixture. 

The  frequency  and  painful  micturition  ceased  in  thirty-six  hours, 
but  the  temperature  remained  raised  to  about  102  F.,  and  now  a 

fresh  symptom,  diarrhoea,  began. 

When  I  was  called  in,  on  the  13th,  the  diarrhoea  was  subsiding, 

but  the  temperature  was  still  102°  F„  and  the  pulse  rate  1 10.  The 
motions  had  been  profuse  and  watery,  with  no  blood  or  slime,  and  had 

recurred  about  every  two  hours,  by  day  and  by  night. 

I  found  the  patient's  general  condition  good.  His  complexion  was 
ruddy  he  was  mentally  alert,  the  skin  was  dry,  and  the  only  abnormal 
sign  ^ found  was  that  the  tongue  had  a  thick  white  fur,  the  tip  and  edges 

beiOnClfurnther  questioning  I  was  told  that  the  patient  had  vomited 
twice  the  day  before  l  had  seen  him,  and  he  had  noticed  a  vague 
headache  for  a  day  or  so,  which  had  now  disappeared. 

The  only  diagnosis  1  could  make  was  cystitis,  with  perhaps  food 
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poisoning,  causing  colitis.  I  realized  that  this  was  a  very  unsatisfactory 
diagnosis  and  was  probably  incorrect  as  it  implied  that  the  patient 
was  suffering  from  two  diseases,  quite  unconnected  and  showing 
themselves  within  a  few  days  of  each  other.  Against  the  diagnosis  of 
food  poisoning  was  the  fact  that  the  patient  had  taken  all  his  meals 
at  home,  apart  from  the  one  dinner  at  the  restaurant,  and  no  one  else 
who  had  shared  the  meals  had  been  similarly  affected.  I  advised  that 
the  sulphonamide  drug  should  be  discontinued,  and  that,  if  there  was 
no  improvement  the  next  day,  he  should  be  admitted  to  hospital  for 
investigation. 


I  heard  no  more  for  two  days,  and  then  I  was  told  that  the  tempera¬ 
ture  was  still  101°  F.,  and,  although  the  diarrhoea  had  nearly  ceased, 
the  patient  appeared  more  ill,  and  considerably  weaker. 

I  was  not  able  to  arrange  for  his  admission  to  hospital  until  the 
morning  of  November  17th,  two  days  later.  An  examination  was  now 
made  by  my  house  physician,  who  reported  that  the  patient  looked 
very  tired  and  weak,  but  no  abnormal  signs  could  be  found.  The  blood 
pressure  was  110/65  mm.  Hg.  The  diarrhoea  had  ceased,  the  tem¬ 
perature  was  normal  on  admission,  but  rose  to  101°  F.  in  the  evening, 
and  the  pulse  was  still  1 10.  The  urine  was  clear,  but  contained  a  trace 
o  albumin.  A  rectal  and  proctoscopic  examination  were  made  and 
nothing  abnormal  was  found  beyond  a  few  piles.  No  enlargement 
or  tenderness  of  the  prostate  was  found  either  by  the  house  physician 
or  registrar.  During  November  17th  the  amount  of  urine  passed  was 
45  oz  On  November  18th  the  urine  output  was  recorded  as  4  oz.  in  the 
twenty-four  hours,  but  the  patient  went  out  to  the  lavatory,  and  prob¬ 
and  r?oTe  Tf  PaSSCd‘  ThC  temPerature  was  98°  F.  in  the  morning, 

he  HiH  n  t  m  C  Tning‘  1  SaW  the  patient  in  the  ^ternoon,  when 
he  did  not  appear  to  be  seriously  ill,  and  had  no  complaints. 

in  the  t  uth  the  UHne  0utput  was  ^corded  as  only  2  oz 

lav^orrnTh"e  ter  ^  the  Patient  had  a§ain  been  out  to  the 

lavatory.  The  temperature  was  100°  F.  in  the  mornina  and  99-8°  F 

left  lung'"11'118'  S°me  ralCS  WCre  n°W  heard  at  the  base  of  the 

The  condition  was  much  the  same  on  November  20th  h„t  th 

urine  output  was  only  3  oz.,  and  on  catheter Sn  24  o/  ’nf 
were  removed.  On  Novemher  ?ict  cier,zatl°n  24  oz.  of  urine 

he  was  collapsed  cvanosed  nnrf  th  patient  was  very  much  worse, 
50  a  minute  ^  °sed  and  the  respiration  rate  was  raised  to 

there  was  evidence  of &T^li^uf?llen  l°  95/60  mm'  H?-  a"d 

in  and  he  found  the  left  lobe  of  thT  SUrgQon  was  now  called 

circular  areas  about  itm  £  soft 

area  above.  The  right  lobe  was  flat  a  r  '°Wer  P°'e>  and  a  firm 

prostatic  obstruction  was  made  and  th  laSn0SIS  ot  uraemia  due  to 

was  made,  and  the  surgeon  said  that  there  was 


154 


DESCRIPTIVE  CASES 


a  possibility  of  carcinoma  of  the  prostate.  An  indwelling  catheter 
was  passed,  and  during  the  next  twenty-four  hours  51  oz.  of  urine 
drained  away. 

An  intravenous  drip  transfusion  of  one  pint  of  normal  sodium 
bicarbonate  solution  was  given  slowly.  Penicillin  intramuscular 
injections  were  also  now  commenced.  In  the  evening  the  patient 
was  mentally  confused,  and  sweating  freely.  The  blood  pressure 
had  risen  to  105/65  mm.  Hg.  At  10.30  p.m.  the  patient’s  general 
appearance  was  much  improved,  the  breathing  was  slower,  and  one 
pint  of  Ringer-lactate  solution  was  run  in  by  drip  transfusion  during 
the  next  eight  hours. 

On  November  22nd  the  blood  pressure  was  100/60  mm.  Hg., 
pulse  120,  respiration  40,  and  temperature  97°  F.  in  the  morning. 
Coarse  crepitations  were  now  heard  over  both  lungs  from  base  to 
apex.  During  the  day  41  oz.  of  urine  drained  through  the  catheter 
and  the  patient  had  improved  somewhat,  the  shock  symptoms  having 
disappeared.  He  looked,  however,  desperately  ill,  his  face  was  thin 
and  pinched,  whereas  a  few  days  before  it  was  rotund.  At  6  p.m.  the 
lungs  were  still  more  bubbly  and  there  was  some  liecal  incontinence. 

On  the  afternoon  of  November  22nd  I  discussed  the  case  with  a 
class  of  post-graduate  students,  describing  the  clinical  course  of  the 
illness,  and  the  results  of  the  investigations  available.  I  was  not 
aware  that  the  genito-urinary  surgeon  had  suggested  the  possibility 
of  carcinoma  of  the  prostate,  but  understood  he  had  found  an  enlarged 
nm«;tate  which  he  considered  was  causing  obstruction. 


I  soft  shadows  in  both  lung  fields.  A  suggestion  was  made 
e  were  due  to  acute  tuberculosis  or  to  diffuse  broncho- 
Jo  Thp  hlnnd  count  on  admission  showed  Hb.  100  per  cent, 
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in  the  lungs  were  probably  congestive,  possibly  due  to  an  early  broncho- 
pneumonic  condition,  and  that  the  uraemia  was  more  likely  to  be  due 
to  a  renal  condition  than  to  the  prostatic  obstruction.  The  points  in 
favour  of  this  were  the  presence  of  the  granular  casts,  and  the  high 
blood  urea  before  there  was  retention  of  urine.  Further,  a  second 
blood  urea  report  had  now  come  in,  the  blood  being  taken  after  the 
prostatic  obstruction  had  been  relieved  by  catheterization,  and  this 
showed  a  rise  to  446  mg./lOO  c.c. 

Sufficient  attention  was  not  paid  to  the  high  white  cell  count, 
which  must  surely  have  suggested  an  acute  inflammatory  lesion,  and 
the  diarrhoea  remained  unexplained,  unless  it  were  a  urtemic 
manifestation. 

During  the  night  of  November  22nd  the  patient  became  weak  and 
drowsy,  and  gradually  passed  into  coma,  and  death  occurred  at  2.30 
a.m.  on  November  23rd. 

A  post-mortem  examination  was  made.  The  prostate  was  much 
enlarged  to  form  a  mass  6  in.  in  diameter  surrounding  the  urethra. 
On  section,  fibrous  septa  were  seen,  with  loculi  of  pus  representing  a 
long-standing  prostatic  abscess.  The  heart  was  of  normal  size,  with 
several  abscesses  present  in  the  muscle  of  both  ventricles.  Multiple 
septic  infarcts  were  present  in  the  lungs,  some  of  which  were  breaking 
down  to  form  small  abscesses.  A  small  abscess  was  found  in  the 
right  sternomastoid  muscle.  The  large  intestine  was  distended  with 
gas,  but  the  walls  of  the  intestine  were  normal.  The  spleen  was  enlarged 
an  so  ,  weighing  10  oz.,  and  three  septic  infarcts  were  present  The 
fiver  was  fatty  and  contained  multiple  small  abscesses.  The  cortex  of 
the  kidneys  was  pale,  and  multiple  abscesses  were  present  There  was 

abscesses°netTSf  Th\bnriun  WaS  ^ma.ous'bu.  contained  no 
staph^lococcuTaurlr  3  Pr°fuSe 

dUC  l°  re'lal  fai'Ure  ”d  with 

and^hat'was  °f  T**  abSCeSS  before’ 

patient  was  admitted  as  a  cafe  oTp  u  O  j  56  PhySicia"'  The 
the  continued  temperature  until  ihV '  "°  C3USe  was  found  for 

later.  The  difficult  nf  Hi*.’  •  /  aU °psy  was  made  a  few  days 

examination  is  mad^  bv  nngf°S'S ,°  •  pr°statlc  abscess.  even  when  the 
the  post-mortem  findings  h  aZea  i  ^ this  Case-  F™ 

large  that  on  rectal  examination  t  hf  bahle  that  the  prostate  was  so 
to  its  upper  border.  Further  it’is  fi'lger  did  not  reach 

bulging  into  the  bladder,  rather  hani  To  "  that  ,he  §land  was 
enlargement  was  not  detected  when  n  °  "  rectum-  so  that  the 
hospital.  Cted  when  the  Patient  was  admitted  to 
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It  is  difficult  to  account  for  the  diarrhoea.  Various  suggestions 
were  made.  Could  it  have  been  a  toxic  reaction  to  the  Sulphathiazole? 
This  appears  unlikely,  for  the  amount  of  drug  taken  was  small,  and  the 
patient  did  not  seem  to  be  upset  by  it.  Was  the  diarrhoea  uraemic  in 
nature?  If  so  this  implies  that  as  the  uraemia  got  worse  the  diarrhoea 
got  better,  which  is  difficult  to  accept.  Further  there  was  no  evidence 
of  uraemic  colitis  found  at  autopsy.  Was  the  diarrhoea  toxaemic,  due 
to  the  septicaemia  and  pyaemia  ?  Here  again  there  is  the  same  objection, 
why  should  the  diarrhoea  cease,  as  the  pyaemia  became  more  intense. 
One  other  suggestion  was  made,  that  the  diarrhoea  was  a  reflex  process, 
resulting  from  rectal  irritation  of  the  prostatic  abscess.  This  seems 
very  unlikely.  It  is  also  interesting  to  note  that  the  patient  had, 
according  to  the  post-mortem  report,  a  long-standing  prostatic  abscess 
without  any  symptoms  until  he  was  suddenly  struck  down,  as  by  a 
bolt  from  the  blue,  when  the  pyogenic  organisms  entered  the  blood 
stream. 


A  DIAGNOSIS  IN  THE  MAKING 


“  If  men  will  intend  to  observe,  they  will  find  much  worthy  to  observe .” 

The  Advancement  of  Learning 

In  October  1954  I  was  asked  to  see  a  single  lady,  sixty-eight  years 
of  age,  whose  chief  symptoms,  according  to  the  doctor’s  letter,  were 
loss  of  appetite,  exhaustion  and  palpitations. 

The  general  practitioner  wrote.  “  This  patient  was  quite  well  and 
very  energetic  until  about  August  3rd  last.  Although  retired,  she  works 
voluntarily  for  the  blind  since  many  years'.  She  was  on  holiday  in 
Devon  when  she  woke  up  one  morning  with  a  violent  headache  and 
loss  of  appetite.  After  two  days  her  ankles  began  to  swell.  This  lasted 
about  a  week.  Since  then  she  has  never  felt  well,  food  is  repulsive  to 
her,  and  she  has  lost  much  weight.  Her  weight  was  about  8  st.  5  lb 
It  is  now  6  st.  13  lb.  I  have  had  a  number  of  investigations  carried 
out  and  for  your  information  I  enclose  some  letters,  etc.  From  these 
you  will  see  that  in  1953  she  had  eye  trouble  which  cleared  up,  thought 
to  be  caused  by  sepsis  from  possibly  an  antrum.  This  was  not  estab¬ 
lished,  however.  Both  Miss  M.  and  I  feel  that  full  investigation  is 

very  necessary,  preferably  in  hospital.  She  feels  so  very  ill  that  she 
fears  she  cannot  carry  on  any  longer.” 

throueWhf  C°nSulted  me  on  October  19th,  1954,  and  I  first  looked 
ough  the  various  reports  from  an  ophthalmologist  and  then 
proceeded  to  go  more  fully  into  the  medical  history 

SS'.SLltr  T ing  morning! 

if  it  had  been  bitten  bv  an  lrTee,  Vfi  '°WeTr  eyelid  was  Pollen,  as 

continued.nS  O^returning  ^to  LoTd"^11*!!0  ^^^im^n^the^d^c^fia 

swelling  of  the  lower  lid  had  now  disappeared  Th?/?  ’  bUt  ‘he 

and  the  eye  remained  slmhtlv  PP  fred'  The  diplopia  persisted 

Miss  M.  consulted  anothe LThTT  ^  ^  e"d  °f  Se»er 
hospital  for  a  week  for  investigation "t  T  ,Wh°  admitted  her  to 
being  in  hospital  for  four  davs  and  VeJ  a'P  °P'a  dlsaPPeared  after 
again  attended  hospital  as  2  ,,  ,d  ecurred  three  weeks  later.  She 
weeks  the  diplopia  disappeared  and  W'thin  an°ther  three 

tions  in  hospital  were  not  helpful  mtd"  h  The  investi§a- 

P  and  11  wa*  concluded  that  the 
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proptosis  was  due  to  cellulitis  of  the  retro-orbital  tissues,  possibly 
secondary  to  an  infection,  although  the  ophthalmologist  said  that  he 
could  not  be  certain  what  was  the  cause  of  her  trouble.  The  investiga¬ 
tions  included  X-ray  examination  of  the  skull  and  of  the  sinuses, 
examination  by  an  ear,  nose  and  throat  specialist,  X-ray  examination 
of  the  teeth,  and  a  blood  Wassermann  test.  None  of  these  tests 
revealed  any  abnormality.  Miss  M.  continued  to  attend  the  eye  out¬ 
patient  department  until  she  saw  me  in  October  1954,  although  the 
diplopia  and  the  swelling  of  the  lower  lid  had  not  recurred.  She  did 
this  because  the  eye  specialist  said  there  was  still  a  very  slight  promi¬ 
nence  of  the  right  eye.  It  was  so  slight  that  she  was  not  aware  of  it 
herself.  During  February  and  March  1954  she  took  a  mixture  con¬ 
taining  potassium  iodide. 

In  February  1954  Miss  M.  woke  with  a  severe  bilateral  frontal  and 
temporal  headache  and  bilious  vomiting,  which  continued  for  thirty-six 
hours.  It  was  very  similar  to  the  sick  headaches  she  had  suffered  from 
for  the  past  thirty  years.  This  was  followed  by  pain  in  the  right 
supraspinatus  region,  and  an  X-ray  examination  of  the  cervical  spine 
showed  signs  of  arthritis.  In  April  1954  Miss  M.  developed  teno¬ 
synovitis  of  the  right  extensor  carpi  ulnaris  muscle  tendon,  and  this 
was  treated  by  an  orthopsdic  surgeon  by  incision  of  the  tendon  sheath, 

with  relief  of  the  pain.  ,  ,  , 

The  headache  early  in  August  1954,  referred  to  in  the  doctors 

letter  was  situated  on  the  right  side  in  the  frontal  region.  After 
taking  two  aspirin  tablets  and  a  cup  of  tea  the  headache  was  relieved 
but  it  recurred  the  next  morning  and  again  responded  to  the  same 
treatment.  During  the  holiday  in  Devon  she  ^  taken  goa  s  mdk 
in  her  morning  tea,  which  was  intensely  repulsive  to  her,  and  site 
wondered  whether  this  caused  some  infection.  There  was  now  com¬ 
plete  loss  of  appetite.  This  was  a  new  symptom  which  began  d, reel  y 

•fr  .« « 

?:smeelllDunnegnthe,s  acute  attack  Miss  lost  a  stone  in  weight  m 
ten  days,  and  there  was  marked  tremor  of  the  ha  ^  complained 
On  returning  from  er  holiday  m  August  1954,  Mtss  M 

of  pain  in  the  chest  below  t  referred  to  a  cardiologist  on  the 

and  down  the  left  arm,  and  s  oriein.  Nothing  abnormal, 

assumption  that ' ‘ft’inThc^c^rdio^vaJcular  system,  beyond  a  blood  pres- 

brachial  artenes' 
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The  blood  count  on  August  30th,  1954,  was  Red  cells  4-4  millions 
per  c.mm,  Hb.  78  per  cent,  C.I.  0-9,  White  cells  5,400  per  c.mm., 
polymorphs.  68  per  cent,  lymphocytes  30  per  cent,  eosinophils  2  per 
cent.  The  sedimentation  rate  of  the  red  cells  was  raised  to  25  mm./l 


uipiis.  uo  pci  ccm,  lympnucj ica  ju  pci  cciu,  cuainupiiiis  z.  pci 

cent.  The  sedimentation  rate  of  the  red  cells  was  raised  to  25  mm./l 
hour  (Westergren). 

I  was  not  able  to  obtain  all  the  details  of  this  complicated  story  at 
my  first  attempt.  The  patient  naturally  overlooked  certain  points  and 

rc*r\ r\r\\r  f±r\  t  ann  it  m/ac  r\nl\7  oftAr  t  K  i  n  1/  in  a  nwar  tkz*  rlAn/  r%  A 


in y  in  oi  diicni|ji.  int  jjaiitm  naiuiaii)  uvtnuuKCU  tti  icini  puniib  anu 

I  overlooked  others,  and  it  was  only  after  thinking  over  the  story  and 
questioning  the  patient  on  doubtful  points  at  my  visits  to  her  during 
her  first  week  in  hospital  that  I  was  able  to  clear  up  the  uncertainties 
and  compile  the  detailed  history  as  I  have  presented  it  here.  In  any 
clinical  examination  of  a  difficult  case  it  is  necessary  to  return  to  the 
examination  on  several  occasions  to  see  if  one  can  find  any  point 
which  has  been  overlooked  and  to  enlighten  obscurities  in  the  history. 

Miss  M.  said  as  I  began  to  examine  her,  “  I  feel  very,  very,  very 
ill  indeed.  I  cannot  eat  anything.  The  sight  of  food  just  makes  me 
feel  faint.  I  have  lost  all  this  weight,  ever  since  August  I  began.” 
I  found  the  fall  in  weight  in  the  last  two  and  a  half  months  amounted 
to  one  and  a  half  stones.  Miss  M.  was  5  ft.  1  in.  in  height  and  weighed 
6  st.  13  lb.  (clothed).  She  told  me  that  she  had  no  pain,  but  rumbling 
in  her  stomach.  For  the  last  week  the  motions  had  been  loose,  but  not 
diarrhoeic,  the  bowels  being  opened  twice  in  the  twenty-four  hours  in 
the  morning  and  evening.  Normally  she  passed  a  formed  motion  twice 
a  day  She  also  complained  of  severe  “  nausea  ”  of  a  week’s  duration 
and  felt  very  giddy  and  trembling.  She  said  “  I  cannot  stand  I  just 

haVu/l°S1T  \feelweTy  weakasifI  were  going  to  pass  out.” 

When  I  asked  whether  by  “  nausea  ”  she  meant  that  she  felt  she 
was  going  to  be  sick,  she  said  that  she  did  not  feel  that  she  wanted 
o  vomit  or  to  retch,  but  she  had  an  uncomfortable  full  feeling  under 
the  lower  part  of  the  breast  bone,  and  it  was  unaffected  by  taking  food 

August  mhT954°nirguaHOUt  abdominal  Pain>  Miss  M.  said  that  on 

tongu^wasdean^notsmornh'and'not Sr^  The 

of  the  central  nervous  svstem  aa  t  r  L  *°Und  no  S1§ns  of  disease 
.he  lower  central  ones  offiyTenratin/ °[  had  bee"  extracted, 

partial  lower  denture.  There  was  no  £,i  d  an  upPer  and  a 

m  fact  the  thyroid  was  difficult  to  feel  although' *  °'  'hyr0id  gland' 

3nd  there  WCre  "°  e"larged  g.and8s.  hThTheaWrraVnedyiungns 


160 


DESCRIPTIVE  CASES 


were  normal.  The  brachial  arteries  were  thickened,  and  the  blood 
pressure  170/100  mm.  Hg.  The  pulse  rate  was  96  a  minute,  regular. 
The  urine  contained  no  albumin  and  no  sugar.  The  abdominal  aorta 
was  thickened  and  easily  palpable,  but  beyond  this  I  felt  nothing 
abnormal  in  the  flaccid  abdomen  and  there  was  no  visible  peristalsis. 
Neck  movements  were  a  little  restricted,  and  there  was  tenderness  over 
the  right  supraspinatus  muscle.  The  palms  were  moist  and  there  were 
fine  tremors  of  the  fingers.  There  was  no  lid  lag,  and  on  looking 
upwards  the  forehead  wrinkled  normally.  Screen  examination  of  the 
chest  showed  no  abnormality,  beyond  slight  uncoiling  ot  the  aorta. 

The  marked  and  sudden  loss  of  appetite,  the  loss  ot  weight,  general 
weakness  and  later  “  nausea,”  suggested  the  possibility  of  carcinoma 
of  the  stomach  as  the  most  probable  diagnosis;  the  swelling  ol  the 
legs  perhaps  could  be  explained  by  a  venous  thrombosis,  which  may 
be  an  early  sign  of  cancer  of  the  stomach.  If  this  were  the  correct 
diagnosis,  the  unilateral  exophthalmos  would  have  been  due  to  some 


other  cause.  ,  ^  .  ,  , 

Miss  M.  was  admitted  to  hospital  on  October  19th,  the  day  she 

consulted  me,  and  a  barium  meal  examination  was  carried  out  the 
next  day.  This  showed  no  abnormality  beyond  coloptosis.  There  was 
no  hiatus  hernia  and  no  evidence  of  gastric  carcinoma.  What  was 
next  to  be  done?  I  ordered  a  fractional  test  meal  and  examination  ot 
the  faeces  for  occult  blood,  also  a  blood  count  and  estimation  ot  the 
sedimentation  rate  of  the  red  cells,  to  be  followed  by  a  determination 

of  the  basal  metabolic  rate.  .  .  } 

At  my  next  visit  Miss  M.  asked  me  the  result  of  the  barium  meal, 

and  when  I  told  her  it  was  normal  she  appeared  very  relieved,  saying 
she  thought  she  must  have  a  growth  in  the  stomach. 

October  22nd  1954.  As  I  walked  along  the  corridor  to  see  Miss  . 
to-day te  hous;  physician  said,  “  Why  did  <he  X-ray  show  no  sign 
of  carcinoma  when  the  stomach  contents  were  full  of  blood?  This 
was  the  firTnews  I  had  received  of  the  fractional  test  meal.  He  then 
,  H  that  the  resting  iuice  was  dark  brown,  as  if  it  contained  altered 
Wood  and  there  was  i  little  bright  blood  in  it.  The  next  two  specimens 

were  dark  brown,  the  later  ones  were ather  better  and  had  eaten 
I  examined  the  patient  again.  Sh rather  bet ter  b,ood 

a  little  more,  although  not  caring  whe her ^she  aWor  ^  numbeHng 
count  was  very  similar  to  t  iep^  ’  sedimentation  rate 

lamination  on  August  30th. 

from 
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The  mystery  grows.  What  will  the  analysis  of  the  fractional  test  meal 
show?  On  palpating  the  abdomen  I  now  felt  the  tip  of  the  spleen, 
just  touching  the  fingers  with  each  inspiration.  It  was  not  tender, 
but  smooth  with  rather  a  thick  rounded  lower  border.  Did  I  fail  to 
detect  this  at  my  first  examination?  I  could  not  feel  the  liver.  To-day 
Miss  M.  has  pain  in  the  sacral  region  which  she  tells  me  she  has 
suffered  from  before. 

October  23rd,  1954.  Miss  M.  is  not  feeling  so  well  to-day.  An 
enema  was  given  last  night  to  get  rid  of  the  barium  and  this  was 
followed  by  severe  griping  pains.  There  was  no  blood  seen  in  the 
enema  result.  Miss  M.  says,  “  I  am  not  at  all  good.  I  could  be  sick 
at  any  moment.”  There  had  been,  however,  no  vomiting  and  Miss  M. 
had  taken  three  pieces  of  toast  with  butter,  and  tea  for  breakfast. 

The  alcohol  fractional  test  meal  report  was  now  available.  The 
fasting  specimen  and  the  next  two  specimens  contained  blood.  The 
odour  was  normal.  The  early  specimens  contained  free  acid,  the  later 
specimens  contained  no  free  acid.  The  total  acidity  was  not  unduly 
high.  There  was  therefore  no  diagnostic  evidence  of  carcinoma  of 
the  stomach,  although  the  absence  of  achlorhydria  does  not  exclude  the 
possibility  of  cancer,  as  free  hydrochloric  acid  may  be  present  in  the 
stomach  contents  in  30  per  cent  of  cases  of  gastric  carcinoma. 

I  examine  the  patient  s  legs  again.  The  left  plantar  response  now 
appears  extensor,  the  right  is  definitely  flexor.  The  knee-jerks  are  brisk. 
There  is  no  dysdiadokokinesis  and  no  nystagmus.  I  wonder  whether 
there  may  be  a  cerebellar  tumour  causing  the  “  nausea,”  the  giddiness 
and  unsteadiness.  We  are  now  awaiting  the  result  of  the  occult  blood 
test  on  the  fasces,  and  the  basal  metabolic  rate.  The  blood  urea  is 
also  being  determined  to  exclude  the  possibility  of  uremia,  which  is 
very  unlikely  as  the  urine  contains  no  albumin. 

October  12th  1954.  I  visited  Miss  M.  at  5.30  p.m.  to-day.  She 
ad  felt  very  weak  and  exhausted  in  the  morning  until  about  half  past 
eleven,  after  that  she  felt  better.  She  certainly  was  eating  better, 
or  lunch  she  had  taken  chicken,  creamed  potatoes,  spinach  and 
ruit  salad.  She  does  not  want  food  but  she  takes  it.  The  “  nausea  ” 
only  occurs  alter  eating,  but  “  all  day,”  she  says,  “  I  feel— oh  I  do  not 

T.my  Tv  ,  There  was.a  little  low  backache  again  yesterdav 
1  tell  her  I  think  she  is  looking  a  little  better  to  whiVt-i  d  r  ^ 

“That  is  the  rest  in  bed.”  The  tenrperatu  e  has  be  t  consSentW 
97  F.  morning  and  evening,  but  Miss  M  says  she  feels  so  r 

veryWeasily  "to-day  "i  “caSYhf  "Th  '  M 

as  sr  re  cr 
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“  Will  you  be  able  to  find  out  what  is  the  matter  with  me?  ”  to  which 
I  reply,  “  We  shall  be  poor  doctors  if  we  cannot.” 

October  27th,  1954.  My  house  physician  rang  me  up  and  said  the 
blood  urea  was  normal,  38  mg./lOO  c.c.,  but  the  basal  metabolic  rate 
was  raised,  the  result  on  the  second  day  of  the  test  being  plus  22  per 
cent.  The  first  test  suggested  the  possibility  of  an  anxiety  state.  The 
next  stage  is  now  clear;  the  patient  must  be  given  iodine  for  two  weeks 
and  then  the  B.M.R.  repeated.  If  it  has  fallen  noticeably  it  would 
strongly  tend  to  confirm  the  diagnosis  of  thyrotoxicosis.  Thyro¬ 
toxicosis  would  explain  the  monocular  proptosis,  the  lassitude,  loss  of 
weight,  sweating,  looseness  of  bowels  and  feeling  of  heat.  Anorexia 
does  also  occur  in  thyrotoxicosis  in  a  minority  of  patients,  in  these 
cases  the  loss  of  weight  is  more  noticeable.  A  voracious  appetite  with 
loss  of  weight  is  known  as  the  von  Muller  paradox.  Further,  the  spleen, 
according  to  Means  (1),  can  be  palpated  in  a  few  cases  of  toxic  goitre, 
and  I  remember  in  1939  a  patient  was  in  hospital  under  my  care  with 
severe  thyrotoxicosis  in  whom  the  tip  of  the  spleen  was  palpable. 
Swelling  of  the  ankles,  according  to  McEwan  (2),  may  occur  early 
in  cases  of  hyperthyroidism.  This  he  says  may  be  due  to  “  loss  ot 
tone.” 


A  diagnosis  of  thyrotoxicosis,  however,  would  not  explain  the 
presence  of  blood  in  the  early  test  meal  specimens,  so  I  am  arranging 
to  have  the  fasting  gastric  contents  withdrawn  again.  Neither  would 
it  explain  the  ?  extensor  left  plantar  response. 

I  visited  the  patient  at  5.15  p.m.  She  said,  “  This  is  my  best  day. 
It  is  the  first  morning  I  have  not  felt  exhausted.  The  nausea  has 
not  gone — it  is  a  peculiar  feeling,  not  real  nausea,  I  am  just  not  com¬ 
fortable  all  the  time.  For  the  last  two  nights  I  have  had  heartburn 
after  my  evening  meal;  this  is  something  new. 

I  find  that  Miss  M.  has  eaten  well,  and  taken  toast,  tea,  butter, 
grapefruit,  mutton,  boiled  celery,  baked  potato  and  prune  puree. 
She  has  had  the  first  dose  of  the  iodine,  10  drops  of  Lugol  s  solution, 
which  contains  the  equivalent  of  mg.  60  iodine  in  each  dose  She  is 
to  take  this  t.i.d.  for  two  weeks.  She  looks  better,  less  tired.  T  e 
temperature  is  still  97°  F.  The  occult  blood  test  on  the  faeces  is  negative. 
This  is  opposed  to  the  presence  of  a  constant  source  ot  bleeding  in  t  e 
stomach.  L  wonder  if  the  bleeding  was  traumatic,  if  so  why  did  there 
appear  to  be  altered  as  well  as  fresh  blood  in  the  resting  juice?  Is 
fresh  blood  rapidly  changed  in  colour  by  the  action  ol  the  gastric 


^October  30th,  1954.  I  visited  Miss  M  at  11  a.m.  ?She  smd  ‘‘  I 
am  better  than  when  I  came  in  but  I  am  still  very  cheap.  The  house 
physician  had  withdrawn  the  fasting  stomach  contents  this  morning, 
which  amounted  to  30  c.c.  The  fluid  was  white,  clear  and  contained 
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one  fleck  of  bright  blood.  I  think  the  blood  in  the  previous  specimens 
must  have  been  due  to  trauma  from  the  fractional  test  meal  tube.  The 
laboratory  report  on  the  fasces  had  now  been  received.  It  read  as 
follows:  “  No  pus,  blood,  ova,  cysts  or  parasites  seen.  No  undigested 
muscle  fibres.  No  pathogens  isolated.” 

The  temperature  rose  to  98°  F.  on  the  evening  of  October  28th, 
the  iodine  having  been  commenced  on  October  27th.  The  spleen  is 
less  easily  felt  to-day,  the  left  plantar  response  still  appears  extensor. 
The  pulse  is  108,  regular,  and  the  palms  are  moist. 

Miss  M.  says  she  has  very  little  “  nausea  ”  now  and  very  little 
heartburn,  but  after  a  meal  the  food  still  seems  to  be  “  there,” — 
pointing  to  the  epigastrium — although  food  is  no  longer  repulsive. 
She  also  complains  of  a  dull  backache  in  the  lumbo-sacral  region,  so 
I  asked  for  an  X-ray  of  this  area  to  see  if  there  is  any  evidence  of 
osteoporosis. 


Miss  M.  still  looks  ill,  thin,  pale  and  slightly  sallow  and  I  am 
doubtful  of  the  diagnosis  of  hyperthyroidism. 

November  1st,  1954.  I  made  my  visit  at  5.30  p.m.  to-day.  As  I 
walked  along  the  corridor  Sister  said  “  She  is  much  better  to-day.” 

Why  is  that?  ”  I  asked.  “  I  do  not  know,  perhaps  it  is  the  iodine,” 
Sister  answered.  I  asked  Miss  M.,  “How  are  you  to-day?”  “I 
really  feel  now  I  am  on  the  mend,”  she  replied,  “  I  do  not  feel  weak 
and  my  heart  is  not  thumping  as  it  was.  My  appetite  is  coming  back 
and  I  have  no  longer  any  full  feeling  in  my  stomach.  The  ‘  nausea  ’ 
has  gone.  I  still  have  some  pain  in  the  back  low  down.” 

The  patient  looks  very  much  better  this  evening.  The  pulse  is 
70  a  minute.  The  temperature  is  again  low,  97-2°  F.  The  palms  are 
much  less  moist  The  left  plantar  reflex  is  now  a  doubtful  flexor. 
1  he  X-ray  films  of  the  lower  spine  and  pelvis  show  osteoporosis  of  the 
bones.  This  would  fit  in  with  a  diagnosis  of  thyrotoxicosis.  I  feel 
much  more  happy  about  the  diagnosis  this  evening 

November  3rd,  1954.  I  visited  Miss  M.  to-day  after  tea.  She  is 
1  improving  and  says  she  feels  much  stronger  and  the  “funny 

regular  T Jhe,st0mach  has  practically  gone.  The  pulse  is  70  a  minute^^ 
r  m  d  •  The, temperature  1S  now  between  96°  and  97°  F  The  renear 

B.M.R.  is  to  be  done  on  November  10th.  '  he  repeat 

very^much ' beUer  ‘Tb,  ™S  ,™rnin8  Miss  M-  ^ys,  “  I  am  feeling 

1  r  ™ 

2ST- my  ““  ■  ■»  ™ ”,r”; 

seveV daysJsmMiS  f °f  2  lb  in  'veiSh'  during  (he  last 

*• . 
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and  is,  very  much  better  than  on  admission  to  hospital.  Is  it  the  rest 
or  is  it  the  iodine? 

November  13th,  1954.  When  I  visited  Miss  M.  this  morning  she 
was  looking  much  better,  and  she  greeted  me  with  “  I  feel  perfectly 
well  now.  My  appetite  is  quite  normal.  I  should  like  to  dress  and 
go  out.”  I  was  much  relieved  to  find  the  basal  metabolic  rate  had 
fallen  to  +5  per  cent  after  the  two  weeks’  iodine  treatment.  The 
weight  had  increased  by  another  pound  during  the  last  week.  The  tip 
of  the  spleen  could  only  just  be  felt  on  deep  inspiration.  The  tempera¬ 
ture  was  now  usually  about  98°  F.  and  the  pulse  rate  70  to  80  a  minute. 
The  diagnosis  of  masked  hyperthyroidism  appears  confirmed.  What 
shall  I  do  now  ?  I  would  like  the  patient  to  have  a  small  dose  of  radio¬ 
iodine  by  mouth,  such  as  5  millicuries,  rather  than  continue  with  the 
Lugol’s  solution  which  may  soon  lose  its  effect. 

November  15th,  1954.  This  evening  I  called  a  radio-therapist  in 
consultation;  he  agreed  with  the  diagnosis  and  said  he  consideied 
a  therapeutic  dose  of  radio-iodine,  5  millicuries,  was  the  most  suitable 
form  of  treatment.  The  Lugol  s  solution  is  to  be  discontinued  this 
evening  and  the  patient  will  go  to  a  single  room  in  the  radio-therapy 
department  for  the  radio-iodine  to  be  administered.  She  will  probably 
excrete  the  non-fixed  portion  of  the  dose  in  the  urine  in  five  days. 

November  17th,  1954.  The  patient  says  she  feels  perfectly  well.  She 
looks  very  well.  She  has  had  no  iodine  since  the  evening  of  November 
15th  and  the  X-rays  show  no  evidence  of  retrosternal  goitre. 

November  23rd,  1954.  I  saw  Miss  M.  for  the  last  time  in  hospital 
as  she  is  leaving  to-morrow.  She  was  given  5  millicuries  of  radio-iodine 
on  November  19th.  She  told  me  that  her  backache  had  gone,  her 
appetite  is  fully  restored,  she  no  longer  has  any  morning  weakness, 

there  is  no  abdominal  discomfort,  and  she  feels  fine. 

When  I  saw  Miss  M.  in  December,  1954,  she  felt  much  better  but 
complained  of  bumping  of  the  heart  and  of  feeling  nervous.  I  ordered 
her  Lusol’s  iodine  solution,  10  drops  t.i.d.  A  month  later  she  reported 
that  the  palpitations  had  ceased,  she  felt  very  wU,  nnd  had 
31  lb  in  wdght.  On  April  5th,  .955,  Miss  M  ^  N.  2 
(clothed)  a  gain  of  17  lb.  since  I  first  saw  her.  She  said  I  am  100  per 
cent  fit  ”  I  now  advised  her  to  reduce  the  iodine  by  a  drop  a  day  to 

zerltn  the  case  of  thyrotoxic  myopathy,  described  on  p.  24, 1  also  found 
it  necessary  to  giv^Ltne  by  mouth  after  the  radio-iodtne  treatment 

in  order  to  obtain  the  optimum  effect. 
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A  young  doctor,  thirty-two  years  of  age,  consulted  me  in  the  autumn 
of  1948,  desiring  an  opinion  about  his  general  condition.  He  told  me 
that  he  was  engaged  in  practice  in  Africa,  and  had  come  to  England  in 
April  of  this  year  to  seek  further  advice  about  his  right  hip.  For  the  last 
eight  years  not  a  day  had  passed  on  which  he  was  free  from  pain.  The 
trouble  was  first  diagnosed  as  fibrositis,  and  later,  after  X-ray  examina¬ 
tion  of  the  hip,  as  osteo-arthritis.  For  the  last  three  years  the  pain 
had  been  much  worse,  and  movement  of  the  hip  extremely  limited. 
At  the  time  that  I  first  saw  him  the  pain  was  so  intolerable  that  the 
patient  wished  that  he  might  end  his  existence,  and  was  only  prevented 
from  so  doing  by  a  scruple  of  conscience.  Walking  was  now  restricted 
to  about  60  yards,  and  this  only  with  the  aid  of  two  sticks.  No  move¬ 
ment  of  the  hip  was  possible  without  pain,  and  flexion  was  limited 
to  45°.  For  the  last  four  months,  since  coming  to  England,  he  had 
spent  practically  all  his  time  in  bed.  Three  orthopedic  surgeons  had 
been  consulted,  all  of  whom  diagnosed  the  condition  as  a  low  grade 
infective  arthritis,  which  had  progressed  to  the  stage  of  considerable 
destruction  of  the  joint  surfaces,  with  cyst  formation  in  the  femoral 
head  and  roof  of  the  acetabulum. 

Two  of  the  surgeons  recommended  arthrodesis,  the  third  advised 

’h  !L°  °pfatl0n  should  be  Performed,  that  a  caliper  should  be  fitted 
and  that  the  patient  should  return  to  Africa  wearing  this  appliance’ 

T  ceaHDTr0had0nb:fin8  dedded  up°"  course  option 

'  al  per  had  been  worn  by  day  for  ten  weeks,  with  some  relief  of 

las't  ien  or  fifte  **  about  »°  P-  «**.  The  patient  told  me  X fo  the 

his  wife,  family  and  practice  in  Af  P  /  !  Y  Wanted  to  return  to 
to  carry  on  with  the  use  of  a  car  ^e’  ^  th°Llght  he  could  manage 
60  patients  a  day,  and  did  not  L,  ^  accustomed  to  visit  about 
the  houses  were  of  the  bungalow  tvoe  °  Th  UP  ^  d°Wn  StairS’  aS  a11 
Pluck,  but  could  he  possiblv  continue  t  ^  WaS  n°  d°ubt  about  his 

painful  disability?  Y  L>e  to  work  with  such  a  severe  and 

possibility  of^^fhoiMosis ^o ^0^  thelT  SUggested  the 

disease.  Gout  was  also  a  possible  a  tho  ^  °f  fibrocystic 

possible  although  a  very  unlikely  alternative 
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On  enquiry,  1  found  that  no  systematic  investigations  had  been  made. 
No  X-ray  examination  had  been  carried  out  of  the  other  bones,  and 
no  chemical  tests  on  the  blood.  I  had  no  doubt  in  advising  the  patient 
to  cancel  his  return  passage,  for  he  was  due  to  leave  in  two  or  three 
weeks,  and  come  into  hospital,  so  that  we  might  endeavour  to  establish 


Fig.  31. 


ight  hip  joint  showing  cyst-like  areas  in  head  of  femur  and 
acetabulum  and  narrowing  of  joint  space. 


the  diagnosis  We  should  know  then  what  was  the  best  treatnnent 

This  -  3KS 

‘^There  aremultfple  cyst-like  areas  in  the  head  of  the 
also  in  the  femoral  neck  and  in  the  "gMacetabu 

ciated  with  narrowing  of  t  le  j  middle  of  the  shaft 

(see  Fig.  31).  Several  other  cysts  are  present  in  the  middle  o 
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of  the  right  femur,  and  one  or  two  of  them  appear  to  be  eroding  the 
cortex.  There  is  a  suggestion  also  of  other  cyst-like  areas  at  an  earlier 
stage  in  the  upper  and  lower  thirds  of  the  right  femur.  The  skull  and 
other  long  bones  show  no  X-ray  evidence  of  abnormality  and  nothing 
abnormal  is  seen  in  the  ribs.  A  tuberculous  focus,  probably  old,  is 
present  in  the  upper  zone  of  the  right  lung.”  The  radiologist  expressed 
the  opinion  that  the  condition  in  the  hip  joint  was  not  primarily  an 
arthritis,  and  that  it  was  similar  to  that  present  in  the  shaft  of  the 
lemur.  He  suggested  the  possibility  of  xanthomatosis,  myelomatosis 
and  fibrocystic  disease,  and  of  these  considered  xanthomatosis  as  the 
most  probable.  Haemorrhage  into  the  bone  marrow  and  hydatid 
disease  were  thought  of,  but  considered  to  be  very  unlikely. 

The  blood  chemical  examinations  showed  the  blood  uric  acid 
34  mg./ 100  c.c.,  a  high  normal  figure.  The  blood  calcium  and  blood 
cholesterol  were  normal,  10*7  and  238  mg./lOO  c.c.,  respectively. 
In  the  localized  variety  of  fibrocystic  disease  of  bone  the  blood  calcium 
is  normal,  but  there  were  no  other  signs  pointing  to  this  condition. 
In  bony  xanthomatosis  the  blood  cholesterol  is  not  raised,  and  the 
diagnosis  is  best  established  by  bone  biopsy.  There  was  no  evidence  of 
myelomatosis,  the  urine  containing  no  Bence  Jones  protein;  no 
myeloma  cells  were  found  in  the  bone  marrow  obtained  by  sternal 
puncture,  and  the  alkaline  and  acid  phosphatase  contents  of  the  blood 
were  normal.  The  blood  Wassermann  reaction  was  negative,  and  the 
blood  count  and  sedimentation  rate  were  also  normal 

The  only  possible  way  to  establish  the  diagnosis'  appeared  to  be 

sLeone,  P^and  Wi‘h  tKiS  in  mind  1  asked  a  fourth  orthopaedic 

the  view  haTthe  h  Pattiem'  °n  l0°k'ng  3‘  the  X‘ray  films  he  ^pressed 
the  view  that  the  hip  lesion  was  caused  by  a  slowly  progressive  svnovhl 

ype  o  tuberculosis  which  had  subsequently  invaded  the  bones  after 

destroying  the  cartilage,  and  he  did  not  think  that  the  cystic  space  in 

he  fcnaur  had  a  similar  pathological  origin.  The  surgeon  also"  oticed 

at  the  right  inguinal  glands  were  slightly  enlarged,  and  a  gland  bioosv 

of  .he  cystic  spaces  in  the  CSSa  "atUre 

whiIhhrsUt“ZeXSsixed  t0,r-PeCia'  h°Spita'  ‘•-idesis, 

hoped  that  th,s  woJX*  in  So  v"  “  P'aS,er'  11  ^ 

then  be  able  to  return  to  Africa  and  1'  ,-h'S  P|!'n  and  that  he  would 
profession.  3  a"d  contmue  there  the  practice  of  his 
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I  saw  the  patient  again  six  months  after  the  operation.  An  osteo¬ 
tomy  had  been  performed  between  the  greater  and  lesser  femoral 
trochanters,  and  the  femur  fixed  at  the  lower  ischial  margin  of  the 
acetabulum,  with  a  6  X  1  in.  bone  graft,  taken  from  the  tibia  (see 
Fig.  32).  Both  legs  were  then  in  plaster.  Two  weeks  later  an  acute 
Bact.  coli  cystitis  developed,  with  hematuria,  which  was  quickly  cured 
by  the  administration  of  Mandecal. 

The  plaster  was  changed  after  eight  weeks  on  account  of  trouble 
with  the  stitches,  and  fourteen  weeks  after  the  operation  the  patient 
began  walking  with  crutches,  wearing  a  hip  plaster  spica.  When 
the  plaster  was  completely  removed  five  months  after  the  operation  the 
lymph  glands  in  the  right  inguinal  fossa  suddenly  enlarged,  with  a 
rise  of  temperature  and  increased  sedimentation  rate  of  the  red  cells. 


Fig.  32.  Right  hip  joint  after  osteotomy  and  fixation  of  femur  to  lower 
ischial  margin  of  acetabulum  by  a  bone  graft. 


The  swollen  glands  subsided  in  about  a  month,  with  rest  in  bed  and  the 
application  of  hot  bottles,  and  a  plastic  splint  was  then  fitted. 

When  I  saw  the  patient  there  was  no  movement  in  the  hip  joint 
but  the  knee  flexion  was  good.  The  hip  was  fixed  in  a  position  of  slight 
flexion  and  abduction,  and  there  was  J  in.  shortening  of  the  leg. 
muscles  of  the  thigh  were  stiff  on  sitting,  and  the 
of  severe  pain  in  the  thigh  muscles  on  walking  tor  the  first  tew  step  . 
He  could  walk  in  a  room  without  sticks,  and  could  go  up  and  down 
stairs  whh'the  aid  of  two  sticks.  He  was  able  to  travel  by  tube  or  bus, 
and  could  walk  out  of  doors  for  three  hours  continuously  with  the  he  p 
of  sticks.  He  was  very  happy  about  the  result  of  the  operation  and 
that  every  day  he  was  feeling  stronger. 
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Nine  months  after  the  operation  he  returned  to  Africa  to  resume 
his  practice. 

I  heard  from  the  patient  periodically  after  his  return  to  Africa. 
Three  years  later  he  wrote  to  say,  “  I  am  keeping  very  good  health, 
quite  free  from  any  pain.  1  have  no  trouble  with  the  right  hip  and  can 
walk  well.  I  can  bend  my  right  knee  completely,  hence  I  can  put  on 
my  stockings  and  also  clip  the  nails  of  the  right  foot  by  myself.  I 
heartily  thank  you  again  for  enjoying  good  health  after  years  of 
misery.”  And  so  the  physician  once  more  is  praised  for  the  surgeon’s 
skill. 


/ 


ILEAL  STASIS 


Doctor:  Do  you  ever  have  pain,  my  dear? 

Wife:  Yes. 

Doctor:  Good!  Do  you  ever  have  lower  abdominal  pain? 

Wife  (plaintively):  You  know  I  do.  I  have  suffered  from  it  for 
years. 

Doctor:  Ah,  splendid!  Now  you  can  write  an  account  of  it. 

And  this  is  what  she  wrote:  “  I  know  chronic  abdominal  pain  in 
many  forms — perhaps  the  most  usual  is  the  spasmodic  type  situated 
largely  in  the  lower  abdomen  and  giving  rise  to  a  feeling  of  soreness 
all  over,  though  there  is  no  definite  tenderness  on  pressure.  It  comes 
on  usually  for  no  known  cause,  but  sometimes  after  a  large  stodgy 
meal,  and  lasts  for  two  or  three  weeks,  then  subsides  quite  suddenly 
to  be  replaced  after  a  short  interval,  by  another  variety  of  abdominal 
pain.  There  is  a  feeling  of  spasm  and  soreness,  improved  temporarily 
by  lying  down,  and  comforted,  but  not  relieved,  by  heat.  On  standing 
some  relief  is  obtained  by  relaxing  the  abdominal  muscles  and  allowing 
the  shoulders  to  come  forward.  The  pain  seldom  prevents  sleep,  but 
is  often  there  on  waking  and  causes  a  desire  to  get  up,  largely  for 
change  of  posture,  and  also  for  some  distraction.  The  appetite  is 
generally  not  very  good  when  the  pain  is  severe,  but  milk,  Benger’s 
food,  etc.,  do  definitely  give  some  relief.  The  pain  is  usually  worse 
after’  defecation  for  some  time,  and  also  before  an  action  of  the 
bowels  to  a  lesser  degree. 

“  This  chronic  pain  makes  one  feel  tired  easily  and  afraid  to  under¬ 
take  heavy  physical  work,  but,  on  the  other  hand,  having  little  to  do 
enables  one  to  dwell  on  one’s  symptoms  and  so  makes  them  seem 
worse.  It  has  no  effect  on  one’s  interest  in  food,  but  makes  one  rather 


‘  choosey  ’  in  one’s  diet.”  .  .  ,  , 

As  doctors,  we  are  frequently  asked  to  see  patients,  particularly 

women,  who  suffer  from  chronic  or  recurrent  abdominal  pains,  tor 
which  no  cause  has  been  discovered.  Abdominal  examination  often 
reveals  an  appendicectomy  and  a  cholecystectomy  scar,  but  neither 
operation  has  afforded  relief.  On  several  occasions  the  suffer«r 
been  admitted  to  a  hospital  or  clinic  where  she  has  been  subjected  to 
brnfum  meal,  barium  enema  and  fractional  test  -^1  examinations 
without  anv  significant  abnormalities  being  found.  Eventually 
patient* becomes  resigned  to  live  with  her  disability,  which  the  doctor 

usually  labels  as  functional. 


* 


*  * 


5(C  *  * 
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A  master  builder,  fifty-nine  years  of  age,  was  in  great  distress 
because  he  had  been  unable  to  work  for  a  year  on  account  of  abdominal 
pain.  The  pain,  which  began  three  years  ago,  was  at  first  intermittent, 
but  for  the  last  few  months  was  constantly  present  every  day.  It  was 
situated  in  the  lower  abdomen  in  the  centre  and  on  each  side,  coming 
on  shortly  after  getting  out  of  bed  in  the  morning.  It  continued 
throughout  the  day  without  intermission,  but  after  being  in  bed  for 
about  an  hour  at  night,  it  disappeared.  The  patient  described  the  pain 
as  feeling  that  there  was  “  something  in  the  way,”  accompanied  by 
much  distension  in  the  lower  part  of  the  abdomen,  and  he  passed  much 
wind  both  by  mouth  and  by  the  rectum.  The  appetite  was  poor,  but 
there  was  no  vomiting  and  seldom  any  nausea.  There  was  no  change 
in  the  habit  of  the  bowels  which  were  opened  daily.  During  the  last 
nine  months  the  builder  had  felt  totally  exhausted  and  had  lost  eighteen 
pounds  in  weight. 

I  was  asked  to  see  Mr.  A.  at  the  end  of  April  1952,  when  he  told 
me  that  he  had  taken  many  bottles  of  medicine  without  relief,  and  that 
a  barium  meal  examination  a  month  previously  had  shown  no  abnor¬ 
mality.  I  found  a  thin,  sallow,  poorly  developed  man,  with  a  deeply 
furrowed  face  and  an  anxious  expression.  His  somatotype  was 
ectomorphic  and,  perhaps,  he  was  unduly  sensitive  to  pain.  On  lying 
down  the  abdomen  was  seen  to  be  distended  below  the  navel,  and  there 
was  a  little  tenderness  in  the  left  iliac  region,  but  nothing’ abnormal 
could  be  felt.  When  he  stood  up  the  abdominal  contour  suggested 
the  presence  of  visceroptosis,  the  abdomen  bulging  below  the  umbilicus. 

I  arranged  for  a  barium  meal  examination  which  showed  a  diverti¬ 
culum  arising  from  the  first  part  of  the  duodenum,  and  several  diverti¬ 
cula  in  the  descending  colon  and  sigmoid.  In  one  of  the  films  I  noted 
at  the  terminal  portion  of  the  ileum  was  narrowed,  with  a  “  string- 
sign  appearance,  such  as  is  seen  in  Crohn’s  disease  and  certain  other 

anS  th°nS'  The.small.in‘eStines  were  bunched  together  in  the  pelvis 
»  b"  ,1‘  '««  l»  *i.  «por, 

,here .? 
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The  house  physician  noted  visible  peristalsis  in  the  lower  part  of 
the  abdomen,  and  on  auscultation  said  there  was  “  immense  bowel 
activity.”  A  direct  X-ray  examination  of  the  abdomen  showed  fluid 
levels  in  the  pelvis,  probably  in  the  small  bowel,  with  an  excess  of  gas  in 
the  small  bowel.  The  barium  meal  was  repeated,  but  it  did  not  throw 
any  further  light  on  the  cause  of  the  abdominal  pain.  The  radiologist 
reported,  “  No  abnormality  detected  in  the  oesophagus  or  stomach. 
There  is  a  diverticulum  arising  from  the  duodenum.  No  abnormality 
seen  in  the  follow  through  examination  up  to  six  hours.” 

Here  then  was  a  case  in  which  the  clinical  evidence  pointed  clearly 
to  an  abnormality  in  the  last  part  of  the  small  intestine,  and  yet, 
according  to  the  radiologist’s  report,  the  barium  meal  revealed  no 
abnormality.  I  asked  my  registrar  to  show  the  radiologist  the  one 
film  of  the  previous  barium  meal  which  indicated  a  narrowing  of  the 
terminal  ileum,  suggesting  a  “  string-sign.”  The  radiologist  expressed 
the  opinion  that  it  was  of  no  significance,  as  it  was  not  a  constant 
defect.  The  barium  enema  showed  no  abnormality  in  the  colon, 
apart  from  a  few  diverticula  in  the  sigmoid.  The  blood  count  was 
normal.  The  sedimentation  rate  of  the  red  cells  was  normal,  3  mm. 
per  cent  plasma/ 1  hr.  (Westergren),  which  was  opposed  to  the  presence 
of  an  inflammatory,  malignant  or  tuberculous  lesion  in  the  ileum. 
Fat  digestion  appeared  normal,  the  total  fat  in  dried  feces  being 
13-8  per  cent,  of  which  10-6  per  cent  was  split  and  3-2  per  cent  unsplit 
fat.  Microscopical  examination  of  the  feces  showed  no  abnormality. 
A  pyelogram  indicated  that  the  renal  pelves,  ureters  and  bladder  were 


normal  in  contour. 

The  investigations  therefore  gave  us  no  positive  help,  but  probably 
excluded  a  serious  organic  lesion  such  as  intestinal  carcinoma,  tuber¬ 
culosis  or  Crohn’s  disease.  The  ileal  narrowing,  being  inconstant, 
was  opposed  to  a  diagnosis  of  Crohn’s  disease  and  favoured  a  condition 
of  spasm.  This  appeared  to  be  provoked  by  standing,  probably  due  to 
the  drag  of  the  small  intestines  associated  with  the  visceroptosis.  On 

lying  down  this  drag  was  relieved. 

There  are,  I  believe,  some  physicians  who  deny  the  occurrence  ot 
visceroptosis,’  or  who  maintain  that  visceroptosis,  if  present,  gives 
rise  to  no  symptoms,  but  I  am  not  among  their  number.  My  experience 
is  opposed  to  this  view,  and  the  relief  which  patients  who  suffer  from 
symptoms  of  visceroptosis  obtain  by  wearing  a  suitable  lower  abdominal 
support,  appears  additional  evidence  that  crowding  together  of  coils 
of  smal  intestine  in  the  pelvis  ean  and  does  result  in  lower  abdominal 


P  The  bowels  were  regularly  opened  daily  and  there  was  neither 
constipation  nor  diarrhoea,  yet  the  abdominal  pain  continued  every 
day  when  the  patient  was  up,  and  so  I  now  asked  a  surgeon  to  see  the 
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patient,  and  he  advised  an  exploratory  laparotomy  “  in  order  to 
elucidate  the  pathology.” 

The  operation  was  performed  at  the  end  of  August,  the  report 
being  as  follows:  “The  abdominal  organs  were  either  visualized  or 
palpated.  No  abnormality  was  detected  in  the  liver,  spleen,  kidneys, 
prostate  or  stomach.  About  13  in.  below  the  duodeno-jejunal  flexure 
two  small  masses  were  found  adherent  to  the  jejunum,  one  of  these 
was  removed  for  section  and  was  shown  to  be  a  myoma.  There  were 
two  adhesions,  one  between  the  ileum  and  the  sigmoid  colon,  the 
the  other  between  the  terminal  ileum  and  the  caecum;  these  were 
divided.  Multiple  diverticula  were  found  in  the  colon.”  There  was 
therefore  some  degree  of  ileal  stasis  resulting  from  the  adhesions, 
but  no  cause  was  found  for  the  adhesions. 

The  patient  made  a  good  recovery,  put  on  weight  and  returned 
home  free  from  pain.  I  think,  however,  the  future  is  rather  uncertain. 

I  see  no  reason  why  the  adhesions  should  not  form  again  and  cause 
a  recurrence  of  the  symptoms. 

Comment.  The  clinical  evidence  of  ileal  stasis  proved  correct  in 
this  case,  the  X-ray  evidence  was  misleading.  The  “  string-sign  ”  of 
Kantor  (1)  is  the  characteristic  radiographic  manifestation  of  regional 
ileitis  or  Crohn’s  disease.  It  has  been  described  as  “  a  thin  irregular 
linear  shadow,  suggesting  a  cotton  string  in  appearance,  and  extending 
more  or  less  continuously  from  the  region  of  the  last  visualized  loop 
of  ileum  through  the  entire  extent  of  the  filling  defect  and  ending  at 
the  lleo-caecal  valves.”  Regional  ileitis  or  Crohn’s  disease  is  not  the 
only  condition  in  which  the  “  string-sign  ”  may  be  found  on  barium 
meal  examination.  It  may  also  be  met  with  in  hyperplastic  ileo¬ 
cecal  tuberculosis,  carcinoid  of  the  ileum,  endometriosis  of  the  ileum 
enterogenous  cysts  around  the  ileum  or  in  abdominal  actinomycosis’ 
Regional  ileitis  as  defined  by  Crohn  (2)  is  “  a  nonspecific  chronic 

chCaUractpH78PHanhl0mat0US  d'SeaSe  affectin§  main[y  y°™g  adults  and 
characterized  by  a  necrotizing,  ulcerating  inflammatory  process” 

progressive51*, o  s  3  ^  ^  abd°minal  Pai"’  mild  "iarrhma, 

progress  ve  loss  of  weight  and  secondary  antemia.  Ileal  fistul  e 

frequently  form  passing  from  the  ileum  to  the  abdominal  wall  or  front 

he  tleum  to  other  loops  of  bowel  or  to  other  hollow  viscera  ReZ 

ofcXVsed,smeS  Sh0U'd  a'WayS  ^  '00ked  f°r  in  SUSPec,ed  cases 

disolTZhT"  and  Fa"e  (3)  published  a  PaPer  on  functional 
^roMn  s  disease  was  d  aenoseH  hut  u  irbl  case 
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disordered  bowel  t unction,  either  diarrhoea  or  constipation.  In  each 
case  a  laparotomy  had  been  performed  and  nothing  abnormal  found. 

In  the  case  which  I  have  described  above  the  patient  was  a  male 
and  the  laparotomy  revealed  the  cause  of  the  trouble. 
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WANTED— A  DIAGNOSIS 

“  ‘  All  that's  the  matter  with  me  is  the  affliction  called  a  multiplying 
eye,  and  that's  how  it  is  I  look  double  to  you — I  mean,  you  look  double 
to  me.' 

“  ‘  A  multiplying  eye  is  a  very  bad  thing,'  said  Mark  Clark." 

Far  From  The  Madding  Crowd 


One  morning,  early  in  October  1951,  my  house  physician  spoke 
to  me  on  the  telephone,  saying  he  would  be  glad  if  I  could  diagnose  a 
case  which  had  been  admitted  to  my  ward  in  a  state  of  coma. 

At  my  next  visit  to  hospital  Dr.  A.  told  me  that  he  had  been  called 
to  the  ward  five  days  previously  to  see  an  unconscious  patient.  The 
man  was  forty  years  of  age,  an  English-speaking  officer  in  the  army  of 
a  foreign  nation,  temporarily  stationed  in  London.  From  the  friends 
who  accompanied  him  my  house  physician  learned  that  they  were 
travelling  in  an  underground  train  when  the  patient  suddenly  felt  that 
his  head  was  turning,  that  he  could  not  see  things  clearly,  and  that 
he  had  double  vision.  After  being  helped  out  of  the  train  at  the  next 
station,  he  sat  on  a  seat  on  the  platform  and  rapidly  became  unconscious. 
He  was  then  brought  by  ambulance  to  hospital. 

The  house  physician's  report:  “  I  found  the  patient  was  a  well- 
built  man,  with  a  rather  sallow  complexion.  His  hair  was  dark  and 
curly,  his  eyebrows  bushy,  his  lips  thick  and  prominent,  with  a  small 
black  moustache.  He  was  unconscious,  but  responded  by  movements 
to  painful  stimuli.  The  breathing  was  stertorous  and  the  left  side  of 
the  mouth  flapped  slightly  with  each  respiration,  suggesting  the 
probability  of  a  stroke.  There  was  no  neck  rigidity.  The  pupils  were 
dated,  the  right  being  larger  than  the  left,  and  neither  reacted  to  light 
1  here  was  a  divergent  squint,  and  on  examining  the  fundi  slight 
blurring  of  both  discs  was  noted.  The  left  arm  and  leg  were  flaccid 
and  apparently  paralysed.  Both  plantar  responses  were  extensor. 

and  in  t  OUghAthe  patient  was  suffering  from  a  cerebral  hemorrhage 
and  in  y.ew  of  his  age  and  the  fact  that  he  was  in  the  army  it  appeared 

fupture  of  a  t  ^  ^  due  t0  hypertension^’  butT[£ 

mjn  Hg  ‘  rry  aneurysm.  The  blood  pressure  was  110/80 
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but  no  response  was  obtained  on  the  left  side  and  there  was  a  divergent 
strabismus  ol  the  left  eye.  An  hour  later  the  patient  was  nearly  con¬ 
scious;  full  consciousness  being  restored  by  midnight.” 

The  next  day  he  again  complained  of  double  vision,  but  had  no 
headache.  A  neurological  surgeon  was  now  consulted. 

A  neurological  surgeon's  report:  “  The  patient  is  very  loquacious 
and  euphoric.  The  right  pupil  is  larger  than  the  left,  and  the  right 
pupil  reacts  very  sluggishly.  There  is  diplopia  in  all  directions,  with 
diminished  upward  movement  of  the  eyes.  There  is  left  facial  weakness 
of  the  central  type,  with  mild  left  hemiparesis.  The  reflexes  are  more 
brisk  on  the  left  side  than  on  the  right.  The  right  plantar  response  is 
flexor  and  the  left  extensor.  This  patient  probably  has  a  cerebral 
aneurysm  which  is  on  the  anterior  part  of  the  circle  of  Willis.  I  think 
he  should  have  a  right  carotid  arteriogram  in  order  to  establish  the 
diagnosis,  as  he  may  have  a  recurrence  of  bleeding  and  it  may  then  be 
difficult  to  do.  The  Wassermann  reaction  should  also  be  determined 
and  a  lumbar  puncture  done.  I  think  the  former  will  be  found  negative, 
and,  in  view  of  the  absence  of  stiff  neck  I  should  be  surprised  if  there 
is  any  blood  in  the  cerebro-spinal  fluid.” 

The  investigations  which  the  neurological  surgeon  asked  for  were 
now  carried  out.  The  blood  Wassermann  reaction  was  negative, 
the  pressure  of  the  cerebro-spinal  fluid  was  normal,  but  the  protein 
content  was  raised  to  110  mg./lOO  c.c.  The  cerebro-spinal  fluid  was 
normal  in  other  respects;  the  cell  count  was  1  lymphocyte/cu.mm., 
the  Wassermann  reaction  was  negative,  the  Lange  curve  normal,  and 
the  sugar  and  chloride  figures  were  also  normal.  Finally  the  cerebral 
arteriogram  showed  no  evidence  of  aneurysm  or  other  abnormality. 

The  diagnosis  of  rupture  of  a  cerebral  aneurysm  being  now  excluded 
the  patient  was  examined  the  next  day  by  a  neurologist. 

A  neurologist's  report:  “  At  present  the  patient  does  not  describe 
the  head  turning  that  is  mentioned  earlier,  and  it  is  important  to  check 
with  his  friend  whether  his  head  really  turned,  and,  if  so,  in  which 
direction.  There  is  minor  swelling  of  both  discs.  The  right  pupil  is 
larger  than  the  left,  both  react  to  light,  but  the  right  one  not  so  briskly. 
There  is  weakness  of  upward  and  inward  movement  ot  the  left  eye,  and 
of  downward  movement  of  the  right  eye,  with  diplopia  in  all  directions. 
There  is  nystagmus,  especially  vertically.  There  is  a  mild  left  hemi¬ 
paresis  affecting  face,  arm  and  leg.  The  reflexes  are  a  trace  brisker 
on  the  left  side.  The  right  plantar  response  is  flexor  and  the  left 

extensor.  There  are  no  sensory  changes.  ... 

“  This  patient  has  probably  had  a  symptomatic  epileptic  attack 

with  a  residual  Todd’s  palsy,  which  is  now  recovering.  There  is  not 
enough  evidence  to  establish  the  etiology,  but  there  may  have  been  an 
acute  hydrocephalic  episode,  with  transient  tentorial  coning. 
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recommend  an  electro-encephalogram  as  an  initial  investigation.” 

The  electro-encephalogram  was  now  carried  out,  but  it  showed 
no  evidence  of  epilepsy.  The  tracing  was,  however,  abnormal,  inasmuch 
as  the  dominant  symmetrical  alpha  rhythm  at  9  c/sec.  was  disturbed 
in  all  areas  by  random  6  c/sec.  waves.  There  was  low  voltage  under¬ 
lying  fast  activity  at  24  c/sec.  in  the  central  areas. 

During  the  next  two  days  there  was  no  appreciable  change  in  the 
patient’s  condition.  The  neurologist  now  made  a  further  examination 
and  advised  that  “  air  pictures  ”  should  be  taken.  However,  we  were 
fortunately  able  to  establish  the  diagnosis  without  submitting  the 
patient  to  the  ordeal  of  ventriculography. 

And  thus  it  was  five  days  after  admission  to  hospital,  I  saw  the 
patient  for  the  first  time.  Standing  by  the  bedside  I  considered  the 
history.  The  most  striking  feature  was  the  sudden  onset  of  the  illness, 
with  diplopia.  This  clearly  pointed  to  an  attack  of  acute  ophthalmo¬ 
plegia.  The  lesion  was  therefore  almost  certainly  in  the  mid-brain 
affecting  the  nuclei  of  the  oculo-motor  nerves,  extending  slightly  to 
involve  the  adjacent  pyramidal  tracts,  chiefly  on  the  right  side.  The 
most  likely  cause  was  a  patch  of  minute  hcemorrhages.  As  I  stood 
contemplating  the  various  possibilities  there  came  to  my  mind  a 
paragraph  I  had  read  recently  in  a  book  (1)  referring  to  the  condition 
described  by  Wernicke  in  1881(2)  as  acute  hemorrhagic  polio¬ 
encephalitis  superior,  which  had  been  subsequently  shown  to  be  due  to 
deficiency  of  vitamin  Bv  I  remembered  that  a  similar  disease,  known 
as  Chastek  paralysis  had  been  produced  in  foxes  by  feeding  them  on 
a  diet  consisting  largely  of  raw  fish,  which  could  be  prevented  bv 
addinganeurintothefood.  As  Osier  wrote:  “  To  study  the  phenomena 
of  disease  without  books  is  to  sail  an  uncharted  sea,  while  to  study 
books  without  patients  is  not  to  go  to  sea  at  all.” 

Turning  to  my  house  physician  I  said,  “  Do  you  think  this  can  be 
case  of  Chastek  paralysis?"  Receiving  no  reply  I  advised  that 
enquiry  should  be  made  into  the  patient’s  dietary  and  alcoholic  history 

ifie  ,h“  h6  b  °°d  pyruva,e  level  should  be  determined  before  and 
after  the  administration  of  dextrose  by  mouth 

We  learned  that  the  patient  had  been  a  heavy  consumer  of  alcohol  • 
Alcohol  V°°k  "  mUCh  38  ten  double  whiskies Tn  an 

threatening  tHtrikeTem"''^'^  ‘°  r"  Impatiem  with  the  nurses, 

The  ward  sister  described  him  as  beTng  ‘somewhat""  °ut  instructions, 
expressive  word  which  mav  hive  the  omewnat  rumbustious,”  an 

which  Hamlet  used  when  addressing  the'  XT  “  O me 
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to  the  soul,  to  hear  a  robustious  periwig-pated  fellow  tear  a  passion 
to  tatters.” 

The  officer  was  an  Engineer  Captain,  a  powerful  muscular  man, 
with  Atlantean  shoulders,  5  ft.  7  in.  tall,  and  weighing  over  15  stones. 
He  was  no  mean  athlete,  having  been  a  first  class  wrestler  and  an 
equestrian  competitor  in  the  Olympic  games.  He  often  boasted  what 
he  would  do  to  upset  the  ward  rounds,  and  would  playfully  threaten 
to  crack  the  medical  clerk’s  ribs,  as  if  he  were  Charles,  the  Duke’s 
wrestler.  Later,  however,  as  his  sight  improved,  he  became  more 
co-operative  and  helpful  in  the  ward.  About  fifteen  years  previously, 
while  riding  a  motor-bicycle,  he  told  us  that  he  had  noticed  double 
vision  for  about  five  minutes.  Six  years  ago,  when  he  was  smoking 
between  sixty  and  seventy  cigarettes  a  day,  he  had  an  attack  of  nicotine 
poisoning,  with  nausea  and  vomiting. 

Wortis  et  al.  (3)  had  shown  that  in  the  condition  known  as  Wernicke’s 
encephalopathy  there  is  a  disturbance  of  pyruvic  acid  metabolism. 
Pyruvic  acid  is  formed  by  hydrolysis  and  oxygenation  of  glucose,  and 
pyruvic  acid  depends  for  its  further  breakdown  on  thiamine  pyro¬ 
phosphate.  Thiamine  pyrophosphate  is  formed  from  vitamin  Bv 
The  brain  depends  for  its  proper  functioning  on  oxygen  and  a  carbo¬ 
hydrate  substrate  formed  by  the  breaking  down  of  glucose.  As 
Sherrington  (4)  writes:  “  Glucose,  the  typical  physiological  sugar,  is 
urgently  important  to  the  brain.  The  brain  draws  it  from  the  blood. 
It  does  not,  as  do  some  organs,  take  it  into  storage.  It  takes  it  to  use 
at  once.  .  .  .  Without  vitamin  B  the  brain  cannot  make  the  proper  use 
of  glucose  as  a  food.  Thought  and  behaviour  alter.  If  the  conditions 
be  prolonged,  unconsciousness  ensues,  and  if  prolonged  further  the 

brain  cells  are  permanently  damaged. 

If  vitamin  Bx  is  lacking  in  the  diet  the  breaking  down  ot  glucose 
is  arrested  at  the  pyruvic  acid  stage  and  pyruvic  acid  accumulates  in 
the  blood.  In  such  cases  when  dextrose  is  given  by  mouth,  in  addition 
to  the  fasting  blood  pyruvic  acid  being  above  normal,  the  blood 
pyruvic  acid  rises  higher  than  in  the  normal  curve  and  remains  raised 
for  a  longer  time.  The  normal  fasting  blood  pyruvic  acid  is  between 

0  7  The^stw^  n^  Carried  out  and  we  found  that  the  patient’s 
fasting  blood  pyruvic  acid  content  was  1  -36  m*/100  * =  and  a  ter 
taking  100  G.  dextrose  by  mouth  the  content  was  53  mg./  •  • 
at  1  hour,  and  2-19  mg./ 100  c.c.  at  2  hours.  In  a  control  experiment 
the  fasting  level  was  1  03  mg.,  and  the  figures  at  1  hour  and  2  hours 

after  the  administration  of  dextrose  were  1  -24  mgpa"d  '  i;  g'^ing 
The  pyruvic  acid  retention  test  therefore  gave  a  positive  read  g, 

indicating  vitamin  Bj  deficiency.  .  .  .  •  lh  nature 

Before  beginning  treatment  with  vitamin  B,  injections  the 
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of  the  ophthalmoplegia  was  more  fully  investigated  by  an  ophthalmic 
surgeon. 

The  ophthalmic  surgeon  s  report:  “  There  is  a  partial  right  III  nerve 
paralysis,  involving  the  internal  and  inferior  recti.  In  addition  the 
pupil  reaction  is  weak  from  the  same  cause.  The  right  disc  is  slightly 
blurred.  The  Hess  chart  shows  paresis  of  the  right  inferior  rectus, 
overaction  of  the  left  superior  rectus,  and  weakness  of  both  internal 
recti.  At  the  moment  there  is  no  treatment  for  the  eyes,  but  later  on 
it  would  be  worth  while  considering  an  operation,  providing  the 
patient's  general  condition  is  sufficiently  good.” 

Injections  of  Benerva  mg.  25  were  given  every  other  day,  together 
with  one  Beplex  capsule  by  mouth  t.i.d.  During  the  next  week  the 
diplopia  rapidly  improved.  The  patient  was  in  a  bed  at  the  end  of  the 
ward  and  he  used  as  his  test  objects  a  patient,  Mr.  Feather,  in  a  bed 
at  the  opposite  end  of  the  ward,  and  a  spot  on  the  ceiling.  At  first  he 
could  see  two  Mr.  Feathers  and  two  spots  on  the  ceiling.  In  a  few 
days  he  could  only  see  one  spot  on  the  ceiling,  but  still  two  Mr.  Feathers. 
Soon  the  two  Mr.  Feathers  merged  together  and  after  ten  Benerva 
injections  the  diplopia  had  disappeared,  and  the  pyruvic  acid  retention 
test  had  returned  to  normal.  The  ophthalmic  surgeon  reported  that 
the  Hess  chart  was  now  practically  normal.  Twenty-two  Benerva 
injections  were  given  before  the  patient  left  the  hospital,  completely 

cured.  The  gallant  captain  was  seen  again  two  months  later  and 
was  still  quite  well. 


Comment.  What  is  now  usually  known  as  Wernicke’*  enee^i^ 


. . . 


was  moderate  swelling  of  both  discs.  There 
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was  a  slight  right  lower  facial  palsy.  The  patient  could  walk  only  if 
supported  and  was  very  weak,  she  became  progressively  more  drowsy, 
complaining  of  headache  and  stiffness  of  the  neck.  Death  occurred 
on  February  13th. 

Post-mortem  examination  showed  the  walls  of  the  third  ventricle 
of  a  rose  colour  for  a  distance  of  3  to  5  mm.,  with  numerous  punctate 
haemorrhages.  The  changes  were  symmetrical  on  the  two  sides  and 
particularly  evident  in  the  region  of  the  middle  commissure.  The 
corpora  quadrigemina,  pons,  medulla  and  cord  were  normal.  The 
retinae  showed  numerous  haemorrhages.  Microscopical  examination 
revealed  that  the  haemorrhages  were  mostly  along  the  vessels. 

There  was  no  history  of  alcoholism  in  this  case,  but  the  stomach 
was  dilated,  with  ulceration  and  pyloric  stenosis  following  the  sulphuric 
acid  poisoning. 

The  second  case  was  a  thirty-six-years-old  Scotsman,  a  piano 
teacher,  who  was  accustomed  to  take  large  quantities  of  brandy.  He 
was  admitted  to  hospital  on  June  18th,  1877,  in  delirium  tremens. 
It  was  noted  that  the  eyes  were  almost  fixed  in  the  mid-line  position, 
and  on  following  objects  he  moved  his  head  and  not  his  eyes.  He 
gradually  became  somnolent  and  died  on  June  26th.  Post-mortem 
examination  revealed  changes  similar  to  those  found  in  the  first  case. 


The  third  case  was  a  man  thirty-three  years  of  age,  a  heavy  spirit 
drinker,  who  was  admitted  to  hospital  on  March  10th,  1878,  on 
account  of  delirium.  During  the  previous  two  days  he  had  complained 
of  diplopia.  He  was  found  to  have  bilateral  paralysis  of  the  VI  cranial 
nerves,  the  pupils  and  the  other  oculomotor  nerves  being  normal. 
The  discs  were  hyperaemic,  but  not  swollen.  On  March  13th  the  VI 
nerves  were  still  paralysed,  and  there  was  now  impairment  of  nasal 


be  due  to  a  toxin,  in  tyus  r 
forty  years  of  age,  who  was 
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beers  a  day,  with  occasional  alcoholic  debauches.  He  developed 
drowsiness  and  oculomotor  palsies.  Post-mortem  examination  showed 
numerous  small  capillary  hemorrhages  in  the  grey  matter  surrounding 
the  aqueduct  of  Sylvius  and  in  the  wall  of  the  third  ventricle.  General¬ 
ized  tuberculosis  was  also  present.  Kinnier  Wilson  (7)  in  1940, 
referring  to  Wernicke’s  original  description  says:  “  Alcohol  is  not  the 
unique  cause,  and  its  action  may  in  some  examples  be  secondary.” 

Alexander  and  his  co-workers  (8)  introduced  the  view  that  the 
Wernicke  syndrome  is  due  to  deficiency  of  vitamin  Bj.  They  showed 
in  1938  that  the  lesions  in  Wernicke’s  polioencephalopathy  in  man, 
and  those  he  and  his  colleagues  produced  in  thiamine-deficient  pigeons, 
foxes  and  fish,  were  identical  in  their  topographical  distribution  and  in 
their  morphological  and  histological  characteristics. 

In  1942  Wortis  and  his  colleagues  (3)  published  their  pyruvic  acid 
studies  in  the  Wernicke  syndrome.  They  found  that  many  examples 
of  the  syndrome  occurred  in  non-alcoholic  persons.  They  studied  the 
disease  in  three  non-alcoholic  patients,  and  in  thirty-one  chronic 
alcoholics.  The  three  non-alcoholic  patients  had  taken  very  little 
food,  in  two  cases  they  had  refused  to  eat  owing  to  depression,  in  the 
third  case  on  account  of  vomiting  associated  with  tuberculosis.'  They 
considered  that  the  syndrome  was  probably  due  to  a  combination  of 
several  nutritional  deficiencies.  The  ophthalmoplegia  was  found  to 
respond  to  thiamine,  but  not  to  nicotinic  acid,  riboflavin  or  pyridoxine. 
They  also  found  that  the  ophthalmoplegia  is  always  preceded  by  an 
acute  peripheral  symmetrical  polyneuropathy.  Apart  from  other 

complications  all  patients  recovered  when  given  an  adequate  amount 
of  vitamin  B,. 


f  ,D“ rmg  the  1939-45  war  attention  was  again  directed  to  the  effect 
of  deficiency  of  vitamin  Bl  on  the  central  nervous  system.  Under  the 
heading  Cerebral  Beriberi  or  Wernicke’s  Encephalopathy,  de  Wardener 
and  Lennox  (9)  described  fifty-two  cases  in  a  Singapore  prisoner  of 
war  hospital,  with  twenty-one  deaths.  Early  treatment  with  thiamine 
injections  produced  a  rapid  cure.  In  addition  to  oculomlr  pafe 
there  was  anorexia,  vomiting,  mental  detachment,  disorientation  and 

htemo^g^rthe  mamillary  bodierrt6m  eXamination  showed 

— ■ »r  *■ 
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ANGINA  AND  ANEMIA 


“  The  clouds  return  after  the  rain." 

Ecclesiastes 

When  1  first  saw  Mr.  L.  in  December  1943  he  was  suffering  from 
only  a  mild  degree  of  chronic  bronchitis  and  emphysema,  and  there  was 
nothing  to  suggest  that  his  future  course  was  to  differ  from  that  of  the 
many  cases  of  a  similar  nature  I  had  previously  treated. 

In  the  past  he  had  undergone  four  operations;  for  removal  of 
stone  from  the  right  kidney  ten  years  ago,  for  fistula,  for  hemorrhoids, 
and  for  deflected  nasal  septum.  And  yet,  during  the  next  nine  years 
he  was  destined  to  have  six  more  operations.  The  patient  was  sixty- 
three  years  of  age,  active  and  energetic,  except  when  kept  in  doors  from 
time  to  time  in  the  winter  owing  to  colds  which  went  to  his  chest 
He  was  a  well-preserved  man,  about  5  ft.  6  in.  in  height  and  just  over 
10  stones  in  weight,  with  hair,  dyed  a  reddish-brown,  parted  on  the 
right  side  and  adequately  covering  his  cranium.  I  found  him  querulous 
and  self-centred.  His  features  were  clear  cut,  with  a  prominent  nose 
and  thin  lips,  and  his  eyes  were  inclined  to  water  which  he  attributed 
to  the  “  catarrh,”  a  source  of  constant  complaint. 

I  was  not  consulted  again  for  another  four  years,  the  chief  complaint 
being  still  the  catarrh  which  caused  choking  attacks,  headaches 
dizziness  and  a  little  shortness  of  breath.  The  blood  pressure  had  risen 

norma,  a0/90  ^  ^  ‘°  I5°/9°  a"d  urine  whfch  was 

normal  at  my  previous  examination,  now  contained  a  trace  of  albumin 

and  about  two  per  cent  of  glucose.  A  dextrose  tolerance  curve  showed 
meirithe  c°ndltlon  was  one  of  renal  glycosuria  and  not  of  diabetes 

-ays  was  ssss  r;r 

Afurther^feature,6  wldch  was^comlng^CTy^  ^  ** 

belching,  both  by  day  and  by  night  8and  Y|  troub!eso"le>  wa*  severe 
might  be  a  manifestation  of  early  right  ventricuh  Whe‘her  this 

passive  hyperemia  of  the  gastric  mufosa  31  ure’  3nd  due  to 

asked^o  MrnnineHMi^L^on'accoun'^of^h1  mon!bs’  when  I  was  again 
provoked  by  walking,  with  severe  gastric  AmT  P3'n  3nd  dlscomfort, 
he  had  been  examined  by  two  cardiologists  U  encfe'  In  the  meantime 

"”“,d”sr™  ~  r’miZ'SSggas: 
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the  other  assured  the  patient  that  his  heart  was  perfect.  The  patient, 
however,  and  his  relatives,  were  still  very  worried  whether  or  not  the 
pain  was  due  to  angina  pectoris.  I  took  an  electrocardiogram  which 
showed  no  evidence  of  cardiac  ischaemia;  but  the  heart  was  slightly 
enlarged,  and  the  pressure  had  fallen  to  156/88  mm.  Hg.  There  were 
now  rales  at  the  base  of  each  lung,  and  the  liver  was  palpable  2  in. 
below  the  right  costal  margin. 

In  January  1949  Mr.  L.  was  again  brought  to  me  by  his  doctor, 


and  this  time  on  account  of  anaemia  which  did  not  respond  to  iron 
administered  orally.  He  had  become  more  short  of  breath  on  walking 
and  was  very  pale.  The  blood  count  was  Red  cells  3-5  millions  per 
c  mm  Hb.  37  per  cent,  C.I.  0-5,  White  cells  7,000  per  c.mm.,  poly¬ 
morphs.  62  per  cent,  lymphocytes  37  per  cent,  monocytes  1  per  cent 
It  appeared  possible  that  either  the  anaemia  or  the  hypoglycaemia  migh 
account  for  the  anginal  symptoms,  but  the  cause  ot  the  anaemia 
obscure  and  I  advised  admission  to  hospital  for  further  investigation  . 


ANGINA  AND  ANAEMIA 


185 


Nothing  abnormal  was  found  on  rectal  examination  and  there  was  no 
evidence  of  bleeding  from  piles.  The  fractional  test  meal  showed  a 
climbing  acid  curve,  the  test  meal  left  the  stomach  in  an  hour,  and  no 
blood  was  present  in  the  stomach  contents.  The  van  den  Bergh  direct 
and  indirect  reactions  were  negative.  There  was  therefore  no  evidence 
of  an  achlorhydric  or  of  a  haemolytic  anaemia.  The  occult  blood  test 
on  the  faeces,  however,  was  strongly  positive,  so  that  the  anaemia  was 
probably  due  to  bleeding  somewhere  in  the  alimentary  tract.  The 
barium  meal  revealed  the  presence  of  a  large  para-oesophageal  hernia, 
into  which  about  one-third  of  the  stomach  protruded  (see  Fig.  33). 
The  bleeding  therefore  probably  occurred  from  congestion  of  the 
mucous  membrane  of  the  herniated  portion  of  the  stomach,  a  condition 
of  gastrostaxis. 

Despite  further  intensive  iron  therapy  the  anaemia  did  not  improve 
and  a  few  months  later  a  left  phrenic  crush  operation  was  performed. 
This  was  rapidly  followed  by  relief  of  the  flatulence  and  indigestion, 
and  the  anaemia  gradually  improved  with  oral  administration  of  iron, 
the  haemoglobin  rising  to  97  per  cent  within  six  months. 

Mr.  L.  now  engaged  a  young  and  good-looking  trained  nurse,  who 
acted  as  a  companion-housekeeper,  nursed  him  on  his  return  home 
from  hospital  or  nursing  home  after  his  subsequent  operations  and 

continued  to  supervise  his  physical  welfare  during  the  several  years 
I  knew  him. 


One  operation  now  followed  another,  as  in  old  age  “  the  clouds 
return  after  the  rain.”  The  patient  was  sufficiently  well  to  have  a 
prostatectomy  performed  following  an  attack  of  retention  of  urine. 

andffiMpft  lftCr  the  eftCCtS  °f  thC  phrenic  crush  were  wearing  off, 
eft  diaphragm  was  moving  again  with  respiration.  The  blood 

andlhe  r  ^  t0  defer,orate’  the  hemoglobin  falling  to  80  per  cent 

ffie  lift  agrCf  t0  make  the  diaphragm  paralysis  permanent  on 

benefickr  effect  T'T  t  phrenic  .  ™s  had  a  most 

and  the  anaemia  being^compleTe^^med  °*  Thfp^^ 

'r, 

relieve  the  symptoms  This'  was  H  ?  operation  did  not 

left  inguinal  hernia,  which  ^ 

November  1951  after  two  attaeW  r  P  ie  success>  and  finally,  in 
was  removed  from  the  left  ureter  °HSevere  renal  co,ic  a  small  stone 
these  storms  Mr.  L.  now  sailed  into  successtul|y  weathered  all 

he  was  still  troubled  by  hypoglyccxmic^tm  u  Fr°m  time  t0  time 

e^STnd" 

return  of  the  anemia  or  of  the  angffiaTsymptomT  H e  sm\oZZ 
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retained  the  services  of  his  trained  nurse,  who  had  looked  after  him  so 
well  for  so  many  years. 

Comment.  Most  patients  who  suffer  from  anaemia  due  to  gastric 
bleeding  associated  with  hiatal  hernia  are  women,  and  over  the  age 
of  fifty  years.  Only  occasionally  is  there  traumatic  ulceration  in  the 
herniated  portion  of  the  stomach.  In  an  Editorial  in  The  Lancet 
(1950,  i,  176)  entitled  “  Diaphragmatic  hernia  as  a  Cause  of  Anaemia 
we  read:  “The  treatment,  ideally,  would  be  surgical  repair  of  the 
hernia  and  return  of  the  herniated  stomach  to  the  abdominal  side  of 
the  diaphragmatic  division.  This  has  been  done  successfully  in  the 
younger  cases.  But  in  the  patients  over  60  the  advisability  of  operation 
is  doubtful.  Fortunately  .  .  .  nearly  all  the  patients  respond  well  to 
iron.” 

No  mention  is  made  of  the  much  simpler  operation  of  phrenic 
crush,  followed  six  to  eight  months  later  by  phrenic  avulsion  it  the 
crush  operation  has  proved  successful.  It  is  strange  how  difficult  it 
is  to  persuade  surgeons  to  perform  this  minor  operation.  Further, 
in  the  case  I  have  related,  the  anaemia  did  not  respond  to  iron  therapy 
before  the  phrenic  crush  operation. 


STEATORRHCEA 


A  lady  consulted  me  in  the  late  summer  of  1952  on  account  of 
recurrent  attacks  of  diarrhoea  associated  with  lassitude,  so  much  so 
that  she  felt  “  like  an  invalid.”  She  was  now  thirty-six  years  of  age 
and  happily  married  for  the  second  time.  Previously  she  had  enjoyed 
good  health  apart  from  frequent  colds,  and,  at  the  age  of  five,  had  an 
operation  for  a  tuberculous  gland  in  the  neck.  She  was  now  resident 
abroad  where  her  husband  was  employed,  and  had  lived  there  during 
the  previous  two  and  a  half  years. 

The  diarrhoea  began  in  England  in  1948,  a  year  after  her  second 
marriage.  About  this  time  she  consulted  a  physician  in  the  West 
Country  where  certain  investigations  were  carried  out.  The  barium 
enema  showed  a  lack  of  haustration  in  the  descending  colon.  On 
cholecystography  the  gall-bladder  was  seen  to  fill  rather  poorly,  but 
it  emptied  well  after  a  fatty  meal,  and  there  was  no  X-ray  evidence 
of  gall-stones.  An  intravenous  pyelogram  showed  no  abnormality. 
The  most  striking  finding  was  an  abnormally  high  content  of  fat  in 
the  faeces,  the  total  fat  being  46  per  cent,  of  which  60  per  cent  was 
unsplit.  A  diagnosis  of  chronic  cholecystitis  and  chronic  pancreatitis 
was  made,  and  the  patient  was  advised  to  take  a  high  protein  and  low 
fat  diet,  and  was  given  Panteric  tablets.  Some  improvement  was  noticed 
for  a  short  time  with  this  treatment,  but  the  tendency  to  attacks  of 
diarrhoea  persisted,  and  the  patient  was  always  tired  and  listless. 

In  August  1952,  a  month  before  I  was  consulted,  Mrs.  W.  experi¬ 
enced  an  attack  of  diarrhoea  surpassing  in  intensity  and  frequency  any 
prevmus  one,  and  although  advised  to  ignore  it,  she  felt  that  she  must 
take  further  advice.  I  think  she  was  justified  in  being  worried  about 

CelsusCanrdenhi  °rtneSS  °f  "if  b°We‘S’  a"d  had  She  been  familiar  with 

Celsus  and  his  aphorisms  she  might  have  quoted  one  which  should 
have  silenced  her  critics.  Those  readers  who  looked  up  Celsus  in  hk 

Setha0tnh8eUewbf°r^r,tering  f°r  the  M  R  C  P-  examinaton  ma 
one  day,  or°even 

of  srnalfbuUd'  “re  was  nV"'  T  Wd?ed  8  St'  4  lb'  She  was 

f3ir  ^  g°0d  C°"diti0"’  oomplexr  s°al,oW::tga«uresersman  Z 
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regular.  She  was  vivacious  but  sensible  and  showed  no  evidence  of 
nervous  instability.  I  found  no  abnormal  signs  except  slight  tenderness 
just  to  the  right  of  and  below  the  umbilicus.  The  previous  examination 
of  the  faeces  indicated  that  the  steatorrhoea  was  of  the  pancreatic  type, 
probably  associated  with  attacks  of  colonic  spasm,  although  there  was 
never  any  abdominal  pain  during  the  diarrhoeal  episodes.  My  advice 
was  that  she  should  continue  with  a  fat  poor  diet  and  I  ordered  her 
a  belladonna  and  alkali  mixture. 

I  had  no  more  news  of  her  until  she  next  visited  England,  eleven 
months  later.  She  then  told  me  that  there  was  no  improvement,  that 
her  motions  were  always  loose,  three  or  four  a  day,  and  that  the  only 
medicine  which  gave  any  relief  was  a  mixture  of  bismuth  and  kaolin. 
A  barium  enema  examination  had  been  made  abroad,  which  showed 
the  colon  to  be  a  little  elongated  with  some  spasm.  There  was  diffuse 
tenderness  over  the  ascending  colon.  I  ordered  Sorlate  capsules, 
with  the  hope  of  increasing  the  fat  absorption,  and  I  prescribed 
Bellafoline  and  phenobarbitone  in  a  tablet. 

A  month  later  Mrs.  W.  came  to  see  me  again.  She  felt  much  better 
in  herself,  but  unless  she  took  the  bismuth  and  kaolin  the  stools  imme¬ 
diately  became  loose.  A  doctor  had  recently  suggested  that  she  might 
be  suffering  from  hyperthyroidism,  although  there  was  nothing  in 
the  clinical  picture  to  support  this  view.  As  the  patient  was  now  willing 
for  futher  investigations  to  be  carried  out  I  decided  first  to  determine 
whether  or  not  she  was  suffering  from  thyrotoxicosis  and  then  to  have 


the  faeces  examined  again. 

The  basal  metabolic  rate  was  — 1—  1 3  per  cent,  and  attei  two  weeks 
iodine  treatment,  it  was  practically  the  same,  +11  per  cent,  which 
excluded  a  diagnosis  of  hyperthyroidism.  The  fat  content  of  the 
faces  was  374  per  cent,  split  fat  being  31-3  per  cent  and  unsplit  lat 
6-1  per  cent.  This  indicated  that  the  steatorrhoea  was  not  due  to 
pancreatic  insufficiency,  but  to  lack  of  absorption  in  the  intestine, 
possibly  associated  with  deficient  biliary  excretion. 

Durina  the  next  month  the  patient  gave  up  all  medicines  and  er 
condition^  steadily  deteriorated— the  bowels  were  opened  three  or 
four  times  a  day  and  she  described  her  motions  as  very  loose  and 
runny.”  She  now  consented  to  come  into  hospital  for  further  investiga¬ 
tions  with  the  following  results: — 

Faces;  Total  fat  42  per  cent.  Unsplit  fat  9-7  per  cent.  Split 
fat  32-3  per  cent.  Microscopical  examination  of  the  feces  showed  no 
abnormality.  Cultures:  No  pathogenic  organisms  isolated.  Blood 
count:  m  91  per  cent.  White  cells  5.400  Per  c.mm  polymorph  . 
43  ner  cent  lymphocytes  48  per  cent,  monocytes  9  per  cent.  Beat 
meZiTn  'J of  ,he\ed  cells:  5  mm./,  hour  (We^tergren^  S*m 
calcium:  9-6  mg./lOO  c.c.  Barium  enema.  The  barium  pa. 
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without  obstruction  round  to  the  ctecum.  There  was  no  filling  defect 
or  other  evidence  of  abnormality  and  the  mucosal  pattern  was  normal. 


Evacuation  of  the  enema  was  also  normal.”  Cholecystogram:  “  Normal 
filling  and  emptying,  no  evidence  of  stones.”  The  patient’s  tem¬ 
perature  was  normal  during  her  stay  in  hospital  but  the  looseness  of 
the  bowels  continued. 

What  could  account  for  the  steatorrhcea  and  diarrhoea?  Should 
I  have  to  send  her  out  from  hospital  with  the  problem  unsolved? 
These  were  the  questions  which  I  revolved  in  my  mind,  as  l  stood 
by  her  bedside  after  reading  the  reports.  And  then  the  possible  sol ution 
to  the  problem  dawned  on  me;  turning  to  my  house  physician,  1  said 
we  will  have  a  barium  meal.  And  this  gave  us  the  answer.  Barium 
meal:  “  The  barium  passed  down  the  oesophagus  with  no  evidence  of 
abnormality.  The  stomach  canalized  normally  and  showed  no  X-ray 
evidence  of  abnormality.  Nothing  abnormal  was  seen  in  the  duodenum. 
The  motility  of  the  meal  in  the  colon  was  rapid,  the  head  of  the  meal 

being  in  the  splenic  flexure  at  one  hour,  and  in  the  rectum  at  three 
hours.” 

The  rapid  transit  through  the  whole  of  the  alimentary  canal  would 
account  both  for  the  looseness  and  frequency  of  the  bowel  action,  and 
for  the  excess  of  normally  split  fat  in  the  fieces. 

Roughness  of  the  skin  was  another  complaint  and  this  might  be 
due  to  deficient  absorption  of  vitamins  in  the  food. 

1  now  proceeded  to  put  the  theory  to  the  test.  The  patient  was 
given  a  p,ll  of  codem.  phosphate  gr.  £  b.i.d.,  and  Pro-Banthine  mg.  15 
ablet  once  or  twice  a  day  if  the  diarrhoea  persisted.  The  improvement 
was  very  rapid,  and  an  examination  of  the  faeces  a  week  later  showed 

he  unsX  fTt  7T  ’  “  being  18  9  per  Cent  of ' dried  feces, 

the  unsplit  fat  7-7  per  cent,  and  the  split  fat  1 1  -2  per  cent.  No  osvcho- 

ogical  cause  was  found  which  might  have  accounted  for  the  intestinal 

hurry.  Mrs.  W.  was  advised  to  take  a  normal  diet,  but  should  she 

have  any  diarrhoea  to  restrict  the  fats  temporarily  When  seen  several 

weeks  later  the  bowels  were  still  functioning  normally 

fecesTs  examination  °f 

worrk?SO  «"*  ,hat  the  —  fedltTm^Vrr 


POLYCYSTIC  DISEASE  OF  LIVER  AND  KIDNEYS 


A  married  woman,  forty-nine  years  of  age,  was  admitted  to  hospital 
on  account  of  pain  in  the  region  of  the  right  kidney,  radiating  up  to 
the  right  costal  margin  and  referred  also  to  the  right  shoulder.  The 
pain  had  recurred  every  two  or  three  months  for  the  last  two  years. 
The  patient  also  complained  of  periodical  throbbing  headaches,  and 
attacks  of  nausea,  shivering  and  fever.  For  about  four  years  she  had 
noticed  vague  tenderness  in  the  centre  of  the  abdomen.  Between 
the  attacks  of  abdominal  pain  she  was  well,  except  for  an  uncomfortable 


Fir  34  Diagram.  Abdominal  findings  in  polycystic  disease  of  liver 

and  kidneys. 

r  r  tRp  ricrht  side  which  was  relieved  to  a  certain  degree  by  an 
abdominal  M,  *  di.Sooii>  *  *"d  " 

had  only  coma  »  E.yla.d 

recently  ?  Two  years  previously,  when  stranded  in  the  jungle,  she  h 
recently.  y  p0nd  at  which  animals  drank  and 

he  doctor  had  found  the  blood  pressure  to  be  170/1 10  mm.  Hg. 
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The  patient  was  thin,  with  a  dark  skin.  No  signs  of  disease  were 
found  in  the  heart  or  lungs,  and  the  blood  pressure  on  admission  to 
hospital  had  dropped  to  140/90  mm.  Hg.  The  abdomen  was  easy  to 
examine,  as  the  wall  was  lax  and  thin,  but  the  interpretation  of  the 
abdominal  findings  presented  difficulties.  The  liver  was  enlarged, 
extending  on  the  right  side  to  just  below  the  navel.  A  visible  swelling 
was  present  in  what  appeared  to  be  the  right  lobe  of  the  liver,  and 


Fig.  35. 


Diagram  of  cholecystogram  showing  semi-circular  impression  on 
gall-bladder  due  to  cyst  in  liver.  ""Passion  on 


fromThe  righU^of  the’l'veV  was  a^rm^d"01  C'Z'y  Separated 

nghtkfdnTwh0"  r ' 11131  Pa'Pati0"-  KSS  oT'Z 

"ITrk  K  did  'rmfappea/'enlargelfb*  The '  T  ^  ^ 
palpable.  The  abdominal  findings  are  indicated  T„  thf  ?n  W3S  "°‘ 

-inSd^s?  rrr  rr  f" ^  s 

The  urine  contained  no  albumin,  anTa  S 
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a  few  pus  cells,  and  a  scanty  growth  of  Bact.  coli;  no  haemosiderin 
granules  were  found.  Examination  of  the  faeces  showed  no  cysts, 
ova  or  parasites.  The  blood  Wassermann  reaction  was  first  returned  as 
positive,  but  a  repeat  examination  gave  a  doubtful  positive  reading, 
and  the  Kahn  test  was  negative.  The  white  cell  count  was  normal, 
but  the  sedimentation  rate  of  the  red  cells  was  raised  to  21  mm. 
(Wintrobe)  at  1  hour.  The  barium  meal  showed  the  stomach  and 
duodenum  slightly  displaced  to  the  left  by  the  enlarged  liver,  and  an 
area  of  calcification  was  visible  in  what  was  considered  to  be  a  cyst  in 
the  liver.  With  a  barium  enema  the  transverse  colon  and  hepatic 
flexure  were  depressed  by  the  mass  in  the  right  lumbar  region,  which 
did  not  appear  to  have  any  relationship  to  the  bowel.  X-ray  examina¬ 
tion  of  the  chest  showed  the  right  diaphragm  a  little  elevated  and  slight 
dorsal  scoliosis  to  the  right,  but  no  other  abnormality.  The  gall¬ 
bladder  was  examined  radiographically,  and  the  cholecystogram 


indicated  that  it  filled  and  emptied  normally,  but  there  was  a  semi¬ 
circular  impression  on  its  wall,  which  was  thought  to  be  due  to  extrinsic 

pressure  from  above  (see  Fig.  35). 

Certain  liver  function  tests  were  now  carried  out.  The  Takata-Ara 
test  was  positive.  The  galactose  tolerance,  the  bromsulphthalein,  the 
alkaline  phosphatase,  the  blood  bilirubin,  the  blood  proteins  and  the 

thymol  turbidity  tests  were  all  negative. 

The  intravenous  pyelogram  showed  that  both  kidneys  were  enlarged, 
and  the  appearances  were  said  to  be  those  of  polycystic  disease.  The 
tvoical  X-ray  findings  consist  of  lengthening  and  compression  deformity 
of  the  pelvis  and  calyces,  producing  a  “  spider  ”  or  “  dragon  shape 
appearance.  Clear  cut  crescentic  indentations  may  be  seen  in  the 

calyces  and  pelvis,  sometimes  with  a  “  half  sha<J0W  ”  <*ue  t0  1  ^ 
projection  of  the  cyst  into  the  calyces  or  pelvis.  The  blood  urea  an 

the  Van  Slyke  renal  function  test  were  normal. 

Various  suggestions  were  made  to  explain  these  clinical  and  labora¬ 
tory  findings  A  surgeon  reported  that  the  liver  enlargement  was  due 
probably  to  gummatous  infiltration  or  possibly  to  a  cyst  of  the  liver, 
and  that* the  gall-bladder  was  deformed  possibly  by  the  liver  substai  , 

but  more  probably  by  the  kidney.  .  ^  1 1  a  for 

The  mtient  was  now  treated  with  potassium  iodide  gr.  30  t.  .  . 

The  Casoni  test  of  hydatid  disease  was  found  to ^be  nega  •  n 
intramuscular  injections  of  emetine  uffered  from 

for  six  days,  empirically,  on  the  hepatitis. 

after  a  week, 
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the  patient  feeling  better  and  the  liver  being  less  tender.  The  patient 
was  now  shown  to  a  class  of  post-graduate  students,  the  only  suggestion 
made  being  that  the  condition  might  be  one  of  hemochromatosis. 
This  was  unlikely,  the  colour  of  the  skin  was  presumably  racial,  there 
was  no  sugar  in  the  urine,  and  no  hemosiderin  granules  were  found 
in  the  urine.  It  was  agreed  that  the  kidneys  were  polycystic,  but  the 
renal  lesion  had  not  progressed  to  the  stage  at  which  evidence  of  renal 
failure  could  be  obtained,  and  the  rise  of  blood  pressure  was  not  con¬ 
stant. 

I  asked  the  surgeon  to  see  the  patient  again,  eighteen  days  after 
his  previous  examination.  He  reported  that  the  liver  was  no  longer 
tender,  the  right  lobe  being  large,  with  a  localized  hard  area  on  a 
tongue  of  liver  substance  covering  perhaps  the  gall-bladder,  and,  in 
addition,  possibly  a  cyst  in  the  liver.  In  view  of  the  improvement 
with  emetine,  he  considered  that  a  calcifying  cyst  was  probably  present. 
Three  days  later  laparotomy  was  performed.  The  liver  was  found 
to  be  grossly  enlarged,  containing  multiple  cysts.  A  cyst,  about  the 
size  ol  a  grapefruit  was  present  on  the  under  surface  of  the  right  lobe 
of  the  liver,  deforming  the  gall-bladder.  The  large  cyst  was  aspirated 
and  contained  clear  fluid,  and  a  piece  of  its  wall  and  of  the  liver  were 
removed  for  biopsy.  The  gall-bladder  and  pancreas  appeared  normal. 

Both  kidneys  were  polycystic,  the  right  kidney  being  larger  and  quite 
separate  from  the  liver.  " 

Microscopical  examination  showed  the  cyst  wall  fibrous  with 
patchy  areas  of  calcification.  The  liver  section  was  normal  except 
for  a  localized  collection  of  a  few  cells  containing  excess  of  fat. 

The  patient  made  a  good  recovery,  and  left  the  hospital  feeling  well. 
omment.  Looking  back  at  this  case  it  is  surprising  that  the 
orrect  diagnosis  of  polycystic  disease  of  liver  and  kidneys  was  not 
made  before  the  operation.  We  were  first  misled  by  the  incorrect 
Wassermann  report.  On  discussing  the  case  with  my  house  physician 

examination,  and  also  to  the  X-rav  findin  6  *Ver  felt  CySt,C  on  cl,nical 

tion  in  a  cyst  in  the  liver  None  of  tl  8  saggestlng  Patchy  calcifica- 

the  liver  could  be  felt  The  11,  ,rf  he  Smal ller  cysts  on  the  surface  of 

renal  disease  was  made  before  the  Larmo^'  of  P^tic 

clue  to  the  nature  of  the  hepatic  lesion  n  my’,  Sh”u  d  have  glven  the 

ment  after  the  operation  theP danger  of  renaTfa •?  m”10*1  imProve- 

beaumont's  b.  m.  C  danger  ol  renal  failure  still  persists. 
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TEN  MINUTES  TOO  LATE 


.  .as  this  fell  sergeant,  death, 

Is  strict  in  his  arrest .” 

Hamlet 

I  was  awakened  from  my  first  sleep,  just  before  midnight,  on 
November  4th,  by  the  telephone  bell.  It  was  a  Saturday,  and  the 
Guy  Fawkes  celebrations  were  in  full  swing  as  the  traditional  Fifth 
fell  that  year  on  a  Sunday.  A  general  practitioner  was  ringing  from  a 
patient’s  house,  near  a  small  village  in  the  heart  of  the  country,  about 
thirty-five  miles  from  London. 

The  doctor  told  me  that  he  had  been  called  there  earlier  in  the  even¬ 
ing  to  find  a  man,  forty-six  years  of  age,  in  a  state  of  coma.  I  had 
seen  the  patient  from  time  to  time  for  nearly  twenty-one  years,  and 
latterly  he  had  suffered  from  diabetes  mellitus,  enlargement  of  the 
heart  and  high  blood  pressure.  The  doctor  went  on  to  say  that  it  was 
the  first  time  he  had  seen  the  patient  who  had  only  recently  moved  to 
the  district.  He  had  given  an  intravenous  injection  of  50  units  ol 
insulin,  presuming  the  coma  was  due  to  hyperglycemia  and  ketosis. 

I  was  familiar  with  the  patient’s  history.  I  knew  he  was  a  severe 
diabetic,  taking  a  large  daily  dose  of  insulin,  zinc  protamine  and 
soluble,  and  that  he  was  prone  to  attacks  of  hypoglycemia  which 
were  relieved  by  dextrose. 

Fearing  that  a  mistake  had  been  made  in  the  treatment  I  enquired 
whether  the  patient  could  swallow,  and  was  told  that  he  was  now 
quite  unconscious,  with  Cheyne-Stokes  breathing.  I  advised  that  no 
more  insulin  should  be  given,  and  that  an  intravenous  °f 

dextrose  should  be  administered  at  once  or  a  stomach  tube  pas  ed 
and  dextrose  introduced  that  way.  The  doctor  answered  that  he  had 
not  the  facilities  for  doing  this.  I  then  suggested ^moving  ttoprtwrt 
to  the  nearest  hospital,  but  was  met  with  the  reply  that  there  wer 
residents  in  the  local  hospital  and  an  intravenous  injection  was  imprac 
tkaMe  ^  As  a  lastresou  rce  I  asked  the  doctor  if  he  had  any  adrenalin 
and  on  learning  that  he  had  5  c.c.  with  him  I  recommended  t  h, 

St  “Sen  SeTnd  see  thf 

pat  Atl3  aun.'Twas^again’ aroused  from  sleep  by  the  telephone  bell,  the 
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arrive  too  late.  I  expected  also  that  I  should  have  difficulty  in  finding 
the  house  in  the  middle  of  the  night,  as  it  was  right  off  the  main  road. 
Half  asleep,  and  fumbling  with  a  pencil  I  wrote  down  the  directions. 
1  had  to  go  to  a  village  on  the  main  road  from  London,  then  turn  left, 
go  over  a  common  to  another  village,  and  turn  left  in  the  centre  of  the 
village.  The  directions,  as  I  wrote  them  down,  finished  like  this: 
“  When  you  get  to  the  Blue  Anchor  go  along  the  road  to  Three  Elms, 
the  village  near  where  the  patient  lives.  Do  not  go  right  into  the 

village.  Turn  left  on  the  D - road,  and  the  house  is  almost  half  a 

mile  along  on  the  right,  the  name  is  fixed  to  a  tree.  His  wife  will  look 


out  of  the  window  for  you.  It  will  take  you  about  an  hour  and  a  half.” 

I  thought  this  was  the  usual  optimistic  forecast  of  the  local  doctor 
who  is  familiar  with  all  the  roads  and  houses  in  his  neighbourhood, 
and  who  wishes  to  minimise  the  consultant’s  difficulties.  I  have  never 
made  up  my  mind  why  general  practitioners  so  often  do  this. 

After  calling  at  the  chemist  for  ampoules  of  dextrose  in  saline  for 
intravenous  injection,  and  a  supply  of  adrenaline,  I  set  forth.  For¬ 
tunately  it  was  a  fine,  starry  night,  with  a  waning  moon,  but  the  roads 
were  frosty  and  slippery  in  patches,  and  a  mist  hung  over  the  valleys 
I  made  a  good  journey  along  the  main  road  and  then  across  the 
common.  My  course  now  lay  between  thickly  foliaged  trees,  whose 
gold-bronze  leaves  with  the  frosted  road  between,  were  sharply  out¬ 
lined  ,n  the  oval  glare  of  the  headlights,  and  from  time  to  time  rabbits 

7h  their  white  tails  gleaming  against  the 
dark  background  of  their  furry  coats.  I  must  have  passed  the  Blue 

marked -Three  £?tIC"n  “  *  ‘ittle  fUrther  0n’  1  saw  a  sign-post 

torch  I  found  I  I  4  mi  es’  and  i°°king  at  my  directions  with  a 

2?  STS  53  “  ™  Jr  “S.™  s 

It  was  opened  by  a  girl  dressed  in  trouse  ^  kl)10cked  011  the  door* 
lambswool  collar  drinking  someth'  ?  3n<?  3  eather  jerkin  with  a 
room  was  heated 'by  a  3  mug-  The 

the  cold  outside.  I  wondered  what  she  ed  bnght  and  cheerful  after 
the  night.  The  girl  d  d  no  [t  fh  d°‘"g  a'°ne  in  ,he  middle 
D—  road  leading  to  t  but  to  d  me  T  h  h  1  W3nted  or  ‘he 

sax  s i  rsrjsK}  “  f  -  ssz 

“ 1  “  “  “  fc  ,:r;g  is 
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and  so  1  wandered  “  to  and  fro  in  ways  unknown  ”  until  I  saw  a 
bicycle  coming  towards  me.  Stopping  the  rider,  whom  1  took  to  be  a 
young  man,  1  said  “  I  am  a  doctor  looking  for  a  patient’s  house.  Can 
you  tell  me  where  the  Blue  Anchor  is?  ”  She  replied,  for  it  was  the 
same  girl,  probably  a  land  girl  setting  out  for  the  morning  milking, 
“  You’ve  already  asked  me  that.  It  is  straight  back  there,  you  can’t 
miss  it.”  Once  more  I  went  back  along  the  road  and  this  time  saw  the 
inn  lying  in  a  bend  of  the  road.  I  was  still  no  nearer  finding  the  side 
road  I  wanted,  as  I  had  already  tried  all  the  turnings  to  the  left,  but 
after  driving  about  two  miles  beyond  the  village,  with  joy  I  saw  a 

comparatively  wide  road,  labelled  “  D - .”  Going  along  this  for 

about  half  a  mile  I  easily  found  the  house  on  the  right,  with  the  name 
on  the  tree  outside,  showing  up  clearly  in  my  headlights. 

It  was  a  large  house,  standing  in  its  own  grounds  and  divided  into 
flats.  Three  or  four  cars  were  parked  near  the  main  entrance,  and  there 


was  a  light  in  an  upstairs  window,  but  no  one  looking  out  lor  me. 
The  dawn  was  just  beginning  to  break.  I  pushed  open  a  swing  door, 
and  along  a  corridor  were  several  oak  front  doors.  Thinking  I  remem¬ 
bered  the  doctor  telling  me  the  patient’s  flat  was  on  the  ground  floor, 

I  rang  the  bell  of  No.  1.  The  door  was  opened  by  a  lady  of  about 
fifty-five  or  sixty  years,  with  a  wrinkled,  pale,  sad  face,  who  said  “  Dr.  • 
Beaumont?  ”  “  I’m  too  late,”  I  replied.  “  Yes,”  she  answered,  “  he 
died  ten  minutes  ago.”  I  looked  at  my  watch,  it  was  ten  minutes  to 
six.  For  three-quarters  of  an  hour  I  had  driven  around  trying  to  find 
the  side  turning.  I  felt  resentful,  aggrieved  and  frustrated  that  l  had 
not  received  better  directions  or  that  no  one  had  been  sent  to  meet  me 
The  patient’s  wife  then  came  into  the  lounge,  crying  and  we  went 
into  the  bedroom.  I  saw  a  figure  on  the  bed,  covered  by  a  blank^ 
The  doctor  lifted  up  the  corner  of  the  blanket  and  showed  me 
face  of  my  old  patient,  sadly  transformed  from  its  normal  firm  lit 

and  Dink  and  white  complexion. 

We  returned  to  the  lounge,  I  was  given  a  sandwich  and  a  cup  of 
coffee  and  talked  to  the  doctor.  He  told  me  of  the  fame  ot  the  loca 

bonfire  held  annually  on  Guy  Fawkes  night-  a"^  ^"'^"^raffic^was 
came  from  long  distances,  in  motor  coaches  to  see  it.  The  tratnc  wa 

eoTensetn  the  country  roads  when  he  was  called  out  earlier  in  the 

ven  ng  that  it  took  him  an  hour  and  a  half  to  drive  threeorfo 

tiles  The  widow  now  came  to  me,  still  crying,  and  said.  Come  m 
miles,  in  ...  ,  ,,  tnnk  me  into  a  large  sitting-room, 

«  «  lounge"  Ranged  along walls  were  -era!  new  bo* 
tooden'boxes^not  "yet  utpacTed.  for  they  had  only  moved  into  this 
flatTheWwrdeoewShHdme  by  the  hand,  weeping  and  saying  “I  can’t 
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believe  it  has  happened.  He  has  so  many  times  nearly  died  before 
and  come  round.”  I  answered  “  It  is  dreadful.  I  am  so  sorry  for 
you.  Tell  me  what  happened.”  And  this  was  her  story: — 

“  We  went  to  see  the  bonfire  this  evening.  We  had  a  window  over 
the  butcher’s  shop.  He  was  not  very  well.  We  left  him  in  the  window 
and  went  to  see  the  bonfire.  When  we  came  back  we  met  him  coming 
towards  us.  He  could  hardly  walk.  I  thought  he  had  been  to  the  Pub. 
He  wanted  to  drive  the  car  home  but  I  would  not  let  him.  I  drove 
back.  He  collapsed  when  he  got  home  into  a  chair  in  the  lounge.  I  got 
him  into  the  bedroom  and  helped  him  to  undress.  I  then  rang  up  the 
doctor  but  he  was  out.  They  told  me  where  to  find  him.  I  spoke  to 
him  on  the  phone,  and  he  said  he  would  have  great  difficulty  in  getting 
to  us  owing  to  the  crowds  of  people  and  cars  and  coaches  on  the  roads. 

I  assured  him  I  would  not  ask  him  to  come  unless  it  was  really  necessary. 

My  husband  was  unconscious  now.  The  doctor  arrived  about  9  or 
10  o’clock.” 


We  went  back  into  the  lounge  where  the  doctor  was  still  sitting 
talking  to  the  dead  man’s  mother  and  another  relative.  After  a  few 
minutes  I  said,  “  I  must  go  now.”  The  doctor  came  with  me  to  my 

nothing  ’,enqUired  about  my  fee’  t0  which  I  replied  “  I  shall  charge 

As  I  set  forth  I  thought  of  the  story  of  the  German  professor  of 

de*dCmewh°  WaS]Cal'ed  to  see  a  Patient  in  the  country  and  found  him 
ead  on  his  arrival.  A  relative  said,  “  I  am  sorry,  Herr  Professor  you 

have  troubled  yourself  for  nothing.”  He  murmured  “  Verseblich 
mcht  umsonst  “  In  vain,  but  not  for  nothing  ”  ’  8  ° 

C1  driving  homewards  across  the  common  the  dashboard  of  the  car 

througVthe^ndowbehind'me  "Tt  ffi-sU  thou^hTth"  **** 

»" mm  Z  „i 1“".'  its  S  nfrom  * 


fror"  his  chrislal  I  bed  Ihe  sunne  (o  rise 
ith  rosie  robes,  and  crowne  of  flaming  gold.” 


IDLE  THOUGHTS 


Dogmatism  and  intolerance  are  the  stigmata  of  a  bad  physician. 

*  *  *  *  He  * 

Patients  undergoing  lengthy  treatment  in  a  chest  hospital  make 
fewer  complaints  than  those  who  are  being  treated  for  a  short  time  in 
the  wards  of  a  general  hospital. 

*****  * 

The  greatest  bar  to  success  in  clinical  medicine  is  aloofness  on  the 
part  of  the  doctor. 

*****  * 

Flatulent  gastric  distension  occurring  only  when  the  patient  is  in 

bed,  and  disturbing  sleep,  is  a  symptom  of  fatigue  rather  than  of 
indigestion. 


No  man  can  serve  two  masters,  and  no  patient  can  be  treated  by 

*  nhvQipiQnc  J 


two  physicians. 


Flatulent  colonic  distension  may  be  due  to  oxaluria. 


-  itsssr*  esrjisr  stt 


devSr  iS  3  manifestati0"  of  conscientiousness  rather  than  of 


by  that  his  attacks  of  asthma  are  brought  on 
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The  strangely  symmetrical  involvement  of  joints  in  infective 
arthritis  is  unexplained. 

*****  * 

Sudden  blindness  may  be  due  to  a  chiasmal  haemorrhage. 

*  *  *  *  *  * 

Women  are  usually  much  less  disturbed  by  high  blood  pressure 
than  are  men. 


****** 

In  any  obscure  illness  particular  attention  should  be  paid  to  the 
mode  of  onset. 


****** 

Pulmonary  resection  either  kills  or  cures  in  pulmonary  tuberculosis, 
thoracoplasty  usually  does  neither. 

****** 

Patients  seldom  have  a  positive  Wassermann  reaction  nowadays, 
and  if  it  is  positive  they  do  not  have  syphilis. 


Part  II 

THE  TRIALS  OF  THE  TUBERCULOUS 


*  *  * 

RESUSCITATION  IN  CONGESTIVE  FAILURE 


“  Let  us  endeavour  to  see  dungs  as  they  are." 

The  Life  of  Samuel  Johnson,  LL.D. 
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“  Some  think  there  were  few  Consumptions  in  the  Old  World ,  when 
Men  lived  much  upon  Milk;  and  that  the  ancient  Inhabitants  of  this 
Island  were  less  troubled  with  Coughs  when  they  went  naked ,  and  slept 
in  Caves  and  Woods,  than  Men  now  in  Chambers  and  Feather-beds 

A  Letter  to  a  Friend 


My  first  acquaintance  with  consumption  came  about  in  this  manner. 
In  the  summer  of  1913  I  was  nearing  the  termination  of  my  six  months’ 
appointment  as  a  house  physician  at  the  Middlesex  Hospital,  when 
the  physician  in  charge  of  our  beds  asked  me,  at  the  conclusion  of  a 
Friday  afternoon  round,  if  I  would  care  to  accompany  him  to  see  a 
post-mortem  examination  on  a  case  of  his  at  the  Brompton  Hospital 
for  Consumption  and  Diseases  of  the  Chest. 

This  was  my  introduction  to  Brompton  and  I  was  fortunate  in 
being  appointed  a  house  physician  there,  a  month  later,  for  a  period 
ol  six  months.  There  were  six  house  physicians  at  Brompton,  mostly 
selected  from  London  teaching  hospitals,  and  it  was  our  duty  to  make 
a  careful  examination  of  each  of  the  fifty-two  patients  under  our  care 
every  week,  and  to  record  our  findings  on  a  chest  diagram.  Although 
I  had  been  a  house  physician  at  Middlesex  for  six  months,  it  was  not 
until  I  had  worked  at  Brompton  for  a  further  three  or  four  months, 
examining  patients  daily  in  the  wards  and  in  the  out-patient  department, 
recording  my  findings  in  the  notes,  and  comparing  them  with  those 
of  my  chief  and  with  the  X-ray  plates,  that  I  truly  learned  to  appreciate 
what  I  was  hearing  through  my  stethoscope,  and  could  feel  confidence 
in  the  accuracy  of  my  findings.  The  X-ray  plates  in  those  days  were  of 
poor  quality,  and  examination  of  the  chest  was  then  an  art'  today 
with  the  great  improvements  in  radiological  technique,  chest  examina¬ 
tion  may  be  considered  as  a  craft. 

Treatment  of  pulmonary  tuberculosis  had  then  emerged  from  the 
empiricism  of  the  Middle  Ages,  but  there  were  no  special  methods 
available.  Our  mainstay  was  rest  in  bed  for  prolonged  periods  during 
he  active  stages  of  the  disease,  and,  if  such  bed  rest  did  not  quickly 
ower  the  temperature,  the  patient  was  placed  on  strict  “  absolute  rest  ” 
for  a  week  or  ten  days  as  a  preliminary  measure.  During  tW  period 

to  fZt  m  n  nW  0nly  0ne  pilIow-  He  was  not  allowed  to  read 
to  feed  or  wash  himself,  or  to  do  anything  for  himself  d’ 

imposed  upon  the  sufferers  from  tuberculous  lary  gitif  an“  X 

intense  dysphagia  resulting  from  tuberculosis  of  the  enfelottiJ  V  n 

if  unrelieved,  would  result  in  the  patient  dybigt^'trva.il 


203 


on 


204 


THE  TRIALS  OF  THE  TUBERCULOUS 


account  of  the  agonizing  pain  on  swallowing,  was  mitigated  to  a 
certain  degree  by  instructing  him  to  suck  milk  through  a  glass  tube 
from  a  glass  placed  by  the  bedside  on  the  floor,  the  patient  lying  prone 
with  his  head  hanging  down  over  the  side  of  the  bed. 

The  cases  of  pulmonary  tuberculosis  which  I  was  called  upon  to 
treat  at  Brompton  at  this  time,  and  subsequently  for  many  years, 
were  much  more  severe  and  advanced  than  those  that  I  have  met  with 
since  the  second  World  War.  When  I  was  a  house  physician  there  were 
often  patients  in  the  wards  whose  lungs  were  largely  destroyed  and 
replaced  by  cavities.  I  was  reminded  of  the  autopsy  findings  in  the 
case  of  Keats:  “On  Sunday  his  body  was  opened;  the  lungs  were 
completely  gone,  the  doctors  could  not  conceive  how  he  had  lived 
in  the  last  two  months.” 

The  patients  were  often  emaciated  and  suffered  severely  from 
exhausting  night  sweats.  In  the  later  stages  they  frequently  developed 
intestinal  tuberculosis  with  uncontrollable  diarrhoea,  or  their  organs 
were  affected  by  amyloid  changes  resulting  in  albuminuria,  oedema 
and  diarrhoea.  Haemoptyses  were  common,  at  times  severe,  and 
sometimes  fatal. 

The  risk  of  infection  from  the  expectoration  of  tubercle  bacilli, 
despite  precautions  taken  in  the  collection  and  disposal  of  sputum, 
was  very  real,  although  the  official  view  held  at  this  time  was  that 
adults  were  not  likely  to  contract  tuberculosis  from  contact  with 
“  open  ”  cases  of  pulmonary  tuberculosis,  and  if  a  nurse  or  doctor 
did  succumb  to  the  disease,  it  was  said  to  be  due  to  reactivation  of  a 
previous  infection.  This  was  unfortunate  as  it  led  to  carelessness  on 
the  part  of  nurses  and  doctors.  No  masks  or  gowns  were  worn  when 
making  beds,  nursing  the  patient,  or  dusting  the  wards.  Many  times 
did  I  try  to  break  the  unwritten  law  which  layed  down  that  the  Sistei 
should  stand  on  the  side  of  the  bed  opposite  to  the  doctor.  The 
Sister  would  come  to  my  side  of  the  bed  if  I  asked  her  to  do  so,  but  at 
the  next  bed  she  would  resume  her  accustomed  position  Eventually 
I  grew  tired  of  the  unequal  struggle,  and  in  order  to  avoid  the  risk  of 
infecting  the  Sister  or  nurse,  1  abstained  from  asking  the  patient  to 
cough  when  I  examined  the  chest.  I  sacrificed  the  completeness  of 

mv  examination  for  the  safety  of  the  nurse. 

I  did  not  subscribe  to  the  view  then  held,  and  now,  after  many 
vears  the  generally  accepted  opinion  is  that  a  patient  who  is  suffering 
fromactive  tuberculosis  is  a  very  real  source  of  danger  to  those  with 
whom  he  comes  in  contact,  either  in  hospital,  at  home,  or  at  his  work. 

As  a  house  physician  I  was  only  concerned  with  the  physica 
asDects  of  pulmonary  tuberculosis.  I  was  anxious  to  become  expert 
fn  the  chLnosTs  by  means  of  clinical  signs;  I  was  interested  in  the 
course  of  ?he  illness ;  in  the  effects  of  such  methods  of  treatment  as 
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were  in  vogue  at  the  time,  and  in  the  morbid  anatomy  of  the  disease. 
I  knew  nothing,  however,  of  the  patient's  thoughts  about  his  illness,  or 
how  he  was  reacting  to  it,  or  in  what  way  it  was  affecting  his  home  life 
or  his  social  relations;  and,  if  I  had  been  sufficiently  in  advance  of 
my  time  to  recognize  the  importance  oi  their  influences  on  the  course  of 
the  disease,  I  should  have  had  no  opportunity  of  discussing  them  with 

the  individual  in  a  ward  full  of  patients. 

The  senior  physician,  for  whom  I  was  working,  for  a  time  treated 
his  patients  with  horse  liver  soup,  and  it  was  part  of  my  duty  to  visit 
the  hospital  kitchen  and  cut  up  a  horse’s  liver  into  small  cubes  from 
which  the  soup  was  made.  This  unpleasant  beverage  was  kept  in 
Winchester  quart  bottles  in  Sister’s  room,  until  she  protested  owing 
to  the  offensive  odour,  and  after  a  few  months  the  treatment  was 
abandoned.  Towards  the  end  of  my  time  as  house  physician  at 
Brompton  the  artificial  pneumothorax  treatment  was  first  used  at  the 
hospital.  The  apparatus  was  very  complicated  and  was  placed  in 
charge  of  the  resident  medical  officer,  who  alone  was  allowed  to  handle 
it.  The  value  of  artificial  pneumothorax  treatment  was  quickly 
recognized  and  it  constituted  one  of  the  greatest  advances  in  the 
treatment  of  pulmonary  tuberculosis  up  to  the  time  of  the  discovery 
of  the  antibiotics. 

After  being  demobilized  from  the  army  in  July  19191  was  appointed 
assistant  physician  to  Brompton  in  the  following  October  and  con¬ 
tinued  to  work  there  as  a  physician  until  the  middle  of  1953.  During 
the  years  between  the  two  world  wars  I  continued  to  see  many  very 
advanced  cases,  both  in  hospital  and  private  practice.  Not  all  the 
patients  with  extensive  disease  appeared  to  be  afflicted  by  a  mortal 
illness.  How  often  have  I  examined  a  beautiful  woman  looking  in 
perfect  health,  but  on  placing  my  stethoscope  upon  her  chest,  the 
ominous  signs  of  pulmonary  excavation  were  clearly  revealed. 


as  in  the  sweetest  bud 


The  eating  canker  dwells.” 

The  first  thoracoplastic  operation  at  Brompton  was  performed,  I 
think  up°n  one  of  my  patients  in  1921.  It  was  a  horrible  experience. 
All  the  ribs  on  the  left  side  of  the  chest  were  excised  under  local 
anaesthesia  in  one  operation,  and  the  patient  was  dead  within  forty- 
eight  hours.  The  surgeons  have  now  realized  the  importance  of  a 
careful  selection  of  cases  for  thoracoplasty,  and  the  necessity  of  per¬ 
forming  the  operation  in  several  stages,  not  removing  more  than  two 

is  Iften  nbS  a-  tlme'  Even  n0W  the  pain  and  shock  of  the  operation 
s  otten  very  distressing,  and  the  amount  of  collapse  of  the  lung 

LfficUS  pnLmeo,homxh°raCOPlaSty  “  ^  S°  C°mplete  as  with  a 
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In  later  years  the  surgeons  introduced  the  operation  of  segmental 
or  lobar  resection,  by  which  a  diseased  or  cavitated  area  of  lung  may 
be  removed.  In  this  operation  usually  only  a  portion  of  one  rib  is 
removed,  the  patient  is  comparatively  little  disturbed,  and  in  many 
cases  an  excellent  result  is  obtained. 


In  a  disease  such  as  pulmonary  tuberculosis  in  which  the  lesions 
are  usually  so  widely  disseminated  through  the  lungs,  it  appeared  to 
me  probable  that  a  cure  would  eventually  be  found  in  some  chemical 
substance  administered  by  mouth  or  by  injection.  Gold  salts  were 
used  for  this  purpose  for  a  few  years  from  1924  onwards  and  I  kept 
careful  records  of  a  series  of  cases  treated  by  gold,  compared  with  a 
series  of  controls.  In  only  one  case  did  I  see  a  really  remarkable 
improvement  follow  the  gold  injections,  but  the  risks  of  the  develop¬ 
ment  of  deadly  reactions,  such  as  exfoliative  dermatitis,  agranulo¬ 
cytosis  and  purpura,  were  so  great  that  the  treatment  has  now  been 
abandoned.  About  this  time  I  tried  the  effects  of  inhalation  of  charcoal, 
being  impressed  by  the  fact  that  charcoal  has  the  power  of  adsorbing 
tuberculin,  and  by  the  relative  immunity  of  coal  miners  to  pulmonary 
tuberculosis.  I  used  Norit  wood  charcoal  for  this  purpose,  which  has 
a  relatively  low  ash  content,  but  did  not  obtain  sufficiently  encouraging 
results  to  justify  continuing  the  work.  With  the  introduction  of 
streptomycin,  para-aminosalicylic  acid  and  iso-nicotinic  acid  hydrazide 
very  good  results  have  been  obtained  in  some  cases,  in  others  these 
drugs  appear  to  have  no  effect.  The  extensive  use  of  X-rays  in  the 
detection  of  early  cases  and  the  examination  of  contacts  has  undoubtedly 
resulted  in  many  patients  being  treated  by  antibiotics  when  the  disease 
is  still  early,  and  this  probably  accounts  for  the  comparative  infre¬ 
quency  with  which  pulmonary  tuberculosis  is  seen  now  in  the  very 
advanced  states.  The  general  public  is  also  more  aware  of  the  possi¬ 
bility  of  a  cure  and  more  willing  to  submit  to  the  necessary  X-ray 


examination. 

When  I  was  working  at  Brompton  as  a  house  physician  the  value 
of  graduated  exercises  at  a  sanatorium  had  been  recognized  for  a  few 
years,  and  these  were  being  carried  out  at  the  Frimley  Sanatorium 
to  which  our  patients  were  sent  as  soon  as  they  were  fit  to  be  up  six 
or  eight  hours  a  day.  No  longer  were  patients  advised  to  take  sea 
voyages  to  Australia,  and  we  were  now  learning  that  tuberculosis 
could  be  as  well  treated  in  London  as  in  the  Swiss  Alps.  Neither 
was  it  thought  necessary  for  the  patient  to  winter  abroad  annually  in 
order  to  remain  cured.  Keats,  you  will  remember,  went  to  Italy  only 
to  die  in  Rome,  and  Stevenson  to  the  French  Riviera  and  later  to  t  e 
South  Sea  Islands.  Stevenson  in  his  paper  Ordered  South 
unclasps  the  book  even  of  his  secret  soul  when  describing  his  life  on  the 
Riviera.  Referring  to  the  consumptive  he  writes:  It  is  in  vain  c 
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he  spurs  his  discouraged  spirit;  in  vain  that  he  choses  out  points  of 
view,  and  stands  there,  looking  with  all  his  eyes,  and  waiting  for  some 
return  of  the  pleasure  that  he  remembers  in  other  days,  as  the  sick  f  olks 
may  have  awaited  the  angel  at  the  pool  of  Bethesda.  .  .  .  The  world  is 
disenchanted  for  him.  He  seems  to  himself  to  touch  things  with 
muffled  hands,  and  to  see  them  through  a  veil.  .  .  .  He  cannot  recognize 
how  this  phlegmatic  and  unimpressionable  body  with  which  he  now 
goes  burthened  is  the  same  that  he  knew  heretofore  so  quick  and 
delicate  and  alive.  .  .  .  the  life  of  the  invalid  resembles  a  premature 
old  age.  ...  In  this  dulness  of  the  senses  there  is  a  gentle  preparation 
for  the  final  insensibility  of  death . .  .  day  by  day  his  strength 
decreases,  and  the  circle  of  his  activity  grows  ever  narrower;  and  he 
feels,  if  he  is  thus  to  be  tenderly  weaned  from  the  passion  of  life,  thus 
gradually  inducted  into  the  slumber  of  death,  that  when  at  last  the 
end  comes,  it  will  come  quickly  and  fitly.” 

But  it  is  not  always  so.  Many  patients  do  not  pass  insensibly  into 
death  as  described  by  Sir  Thomas  Browne,  when  he  wrote,  “  Tho’  we 
could  not  have  his  Life,  yet  we  missed  not  our  desires  in  his  soft 
Departure,  which  was  scarce  an  Expiration;  and  his  end  was  not 
unlike  his  Beginning,  when  the  salient  Point  scarce  affords  a  sensible 
Motion,  and  his  Departure,  so  like  unto  Sleep,  that  he  scarce  needed 
the  civil  Ceremony  of  closing  his  Eyes;  contrary  unto  the  common 
way  wherein  Death  draws  up,  Sleep  let  fall  the  Eye-lid.” 

How  different  from  the  death  bed  scene  of  Keats,  as  described 
by  his  devoted  friend  and  nurse,  Severn !  “  He  remained  quiet  until 
the  end,  which  made  the  death-summons  more  terrible.  It  happened 
about  half-past  four  on  the  afternoon  of  Friday,  the  23rd.  He  held 
my  hand  to  the  last,  and  he  looked  up  at  me  until  his  eyes  lost  their 
speculation  and  dimmed  in  death.  I  could  hear  the  phlegm  boiling 
and  tearing  his  chest.  He  gasped  to  me  to  lift  him  up,  and  in  a  short 
time  died  in  my  arms  without  effort  and  even  with  deadly  rejoicing 
that  it  had  come  at  last,  that  for  which  he  so  ardently  longed  for  months. 
And  I  confess  that  his  pallid  dead  face  was  for  awhile  to  me  a  consola¬ 
tion,  for  I  had  seen  it  express  such  suffering.  I  had  seen  it  waste  away 
in  that  suffering,  and  I  had  seen  that  suffering  long  and  in  loneliness 
and  it  was  a  happiness  to  think  the  poor  fellow’s  misery  was  over.” 
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“  These  are  they  which  came  out  of  great  tribulation .” 

The  Revelation 


Much  has  been  written  on  the  subject  of  the  influence  of  the  mind 
on  the  body  in  a  disease  such  as  tuberculosis,  but  less  attention  has 
been  paid  to  the  reverse  side  of  the  picture,  the  reaction  of  the  mind 
to  the  affection  of  the  body.  What  are  the  patient’s  feelings  when  first 
told  that  he  is  suffering  from  pulmonary  tuberculosis,  what  is  his 
mental  response  to  the  various  forms  of  treatment  he  is  called  upon 
to  endure,  and  how  does  he  react  to  the  vicissitudes  of  the  disease? 

The  doctor,  whose  unhappy  duty  it  is  to  break  the  bad  news,  often 
seeks  to  soften  the  blow  by  lessening  its  violence.  He  may  tell  the 
patient  there  is  a  small  “  patch  ”  in  the  lung  which  will  require  treatment 
in  a  hospital.  In  consequence  some  patients  do  not  know  that  they 
are  suffering  from  tuberculosis  when  they  are  admitted  to  hospital, 
and  the  shock  when  they  discover — as  they  soon  do — the  real  nature 
of  their  disease  may  have  very  distressing  results.  Patients  fear  treat¬ 
ment  in  special  hospitals  devoted  to  tuberculosis,  or  in  sanatoria, 
because  of  the  stigma  attached  to  the  disease.  They  do  not  wish  their 
relatives,  friends,  or  employers  to  know  they  are  suffering  from  tuber¬ 
culosis. 

It  is,  however,  the  doctor’s  duty,  and  one  which  he  must  not  shirk, 
to  ensure  that  adequate  treatment  is  given  as  early  as  possible,  and  the 
patient  should  be  gradually  prepared  to  accept  the  total,  and  usually 
prolonged  upheaval  of  his  mode  of  living  which  must  inevitably  occur. 
The  difficulty  is  to  steer  a  middle  course  between  conveying  the 
impression  that  the  disease  is  not  of  a  serious  nature  and  will  only 
mean  absence  from  work  for  two  or  three  months,  and  preparing 
the  patient  for  the  fact  that  he  will  require  thorough  and  expert  treat¬ 


ment  for  probably  several  years. 

I  have  questioned  a  series  of  patients,  who  have  undergone  treat- 
ment  for  prolonged  periods,  and  enquired  what  were  their  feelings 
when  they  were  first  made  aware  of  the  nature  of  their  disease,  and 
what  were  their  reactions  during  treatment.  The  patients  selected 
are  some  of  those  whom  f  have  attended  for  several  years,  who  were 
sufficiently  intelligent  to  be  able  to  put  into  words  their  mental  reactions 
and  whom  I  have  known  very  well.  Further,  they  were  all  pleasec 
to  answer  my  questions  and  very  interested  m  the  enquiry^  ey 
were  not  selected  for  differences  in  the  mode  of  onset,  or  for  their 
clinical  course,  or  on  account  of  the  special  treatments  adopted,  but 
they  do  illustrate  these  varying  facets  of  the  disease. 

There  are  many  factors  which  enter  into  and  modify  the  ment. 


ILLUSTRATIVE  CASES 
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reactions  of  the  tuberculous,  but  of  these  L  think  the  most  important 
is  the  temperament  of  the  patient,  whether  it  be  sanguine,  choleric, 
phlegmatic  or  melancholic.  Other  points  which  require  consideration 
are  the  age  of  the  patient,  the  social  and  marital  status,  the  financial 
position,  and  especially  the  method  in  which  the  patient  is  handled 
by  the  doctors.  Complete  reticence  or  apparent  uncertainty  on  the 
part  of  the  physician,  as  to  the  diagnosis  or  the  correct  treatment, 
is  most  disturbing  for  the  patient  and  prevents  him  from  achieving 
the  mental  and  bodily  rest  which  are  essential  for  recovery. 

I  have  arranged  this  series  of  patients  according  to  their  age  when 
the  tuberculosis  was  first  diagnosed. 


Martha.  Aet  16.  A  schoolgirl. 

I  first  saw  Martha  in  March  1938.  She  was  a  pleasant,  dark-haired, 
good-looking  girl,  with  a  pale  complexion  and  sanguine  temperament. 
Three  weeks  previously  she  had  consulted  her  doctor  on  account  of 
pain  in  the  right  side  of  the  chest,  cough,  expectoration,  and  a  tempera¬ 
ture  rising  to  101°  F.  in  the  evenings.  Examination  of  the  sputum 
showed  tubercle  bacilli,  and  I  found  signs  of  pulmonary  tuberculosis 
affecting  the  apex  of  each  lung.  The  patient  was  treated  by  rest  in 
bed  in  hospital  for  six  months,  followed  by  a  stay  at  a  sanatorium  for 
eight  months,  when  the  X-ray  film  of  the  chest  indicated  that  the 
infiltration  in  both  lungs  had  “  healed  rather  well.”  After  this  she 
remained  at  home  for  a  time  and  then  began  work.  I  did  not  see 
Martha  again  until  December  1948.  She  had  been  very  well  and  early 
this  year  went  for  a  trip  to  Australia.  On  stepping  off  a  gangway  on 
to  a  ship  returning  from  Australia  in  June  1948  she  twisted  her  right 
ankle.  The  ship’s  doctor  applied  a  lotion  and  advised  her  to  obtain 
an  arch  support  on  reaching  London.  The  foot  was  still  painful  on 
her  return  home  when  the  doctor  she  consulted  prescribed  an  ointment 
and  advised  walking  exercise.  This  caused  more  pain  and  swelling, 
and,  in  October,  she  went  to  a  hospital  where  the  foot  was  X-rayed  and 
the  bones  were  said  to  be  normal.  An  orthopedic  surgeon  manipulated 
the  foot  under  anesthesia.  This  caused  more  pain  and  more  swelling 
In  November  the  foot  was  manipulated  again,  twice  without  anesthesia 
which  caused  excrutmting  pain,  and  the  swelling  increased.  When  I 
saw  Martha  in  December  the  right  foot  was  swollen  on  the  dorsal 

finned  He  !  WaS  n0t  red  but  the  surface  temPerature  was  6°  F 
hotter  than  at  a  corresponding  point  on  the  left  foot.  The  sedimenta 

tion  rate  of  the  red  cells  was  raised  to  32  mm  ner  cent  nl 
andrheIdarrangeHf0hr  *  COnsultatio"  wi‘h  another  orthopedic  surged 

and  in  the  joint  between  the  middle  cuneiform  and  thTa'ndTnd'Trd 
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metatarsals.  The  surgeon  told  me  he  would  not  be  surprised  if  ampu¬ 
tation  were  eventually  necessary.  The  foot  and  leg  were  put  in  plaster 
and  gradually  the  lesions  healed,  the  plaster  being  removed  after 
eighteen  months.  When  I  saw  Martha  again,  in  October  1950,  there 
was  full  movement  of  the  knee  and  ankle,  she  was  wearing  an  elastic 
stocking  and  walking  with  the  aid  of  two  sticks.  She  was  well  and 
happy  and  in  April  1953  was  walking  perfectly  normally. 

And  this  is  Martha's  account  of  her  reactions  to  the  illness: — 

“  When  I  went  into  hospital  I  did  not  know  I  had  tuberculosis.  I 
thought  I  just  had  pleurisy  and  would  only  be  in  hospital  about  three 
weeks.  I  soon  discovered  the  truth  from  the  other  patients.  Looking 
back  now  I  think  I  would  have  preferred  to  know  beforehand  and  to 
have  been  told  by  my  doctor  a  little  of  what  it  would  be  like  in  hospital. 
My  illness  always  occupied  the  main  part  of  my  thoughts,  perhaps 
without  my  being  conscious  of  it,  that  is  why  small  things  were  quick 
to  depress  me.  I  remember  we  had  a  very  sick  patient  moved  into  our 
ward,  she  used  to  moan  at  night.  Within  a  day  I  had  grown  very 
frightened  and  depressed,  imagining  all  sorts  of  things  happening  to 
her  and  to  myself.  After  a  few  days  you  had  her  moved,  and  the 
relief  was  amazing.  I  think  if  she  had  stayed  I  would  have  made  myself 
really  ill.  You  said  I  was  to  be  put  into  a  ward  with  girls  of  my  own 
age;  this  made  so  much  difference.  We  had  mutual  interests  and  at 
times  were  quite  happy  and  contented.  The  more  outside  interests  we 
had  the  better,  such  as  visitors  to  look  forward  to,  and  the  wireless. 
The  worst  part  of  my  illness  was  the  uncertainty,  not  knowing  how 
long  I  should  be  in  bed.  I  remember  thinking  I  would  not  mind  how 
long  it  was,  even  two  years,  as  long  as  I  could  say,  ‘  on  such  and  such 
a  date  I  will  be  cured.’  Even  when  I  was  progressing  well  I  had  a 
gnawing  fear  that  I  might  get  a  setback.  I  really  enjoyed  my  convales¬ 
cence  at  the  sanatorium  because  of  the  friendly  atmosphere. 

“  Now  my  foot  was  a  different  story,  because  I  was  much  older  and 
I  knew  what  a  lengthy  business  tuberculosis  is.  This  time  I  really  was 
very  upset  and  heartbroken,  but  I  had  a  wonderful  friend  who  stood 
by  me  and  gave  me  something  to  live  for.  If  one  has  something  to 
live  for  it  makes  all  the  difference  in  the  world." 


Ethel.  Aet  18.  At  home. 

In  October  1933  I  was  first  asked  to  see  Ethel.  She  appeared  to  be 
of  a  phlegmatic  temperament,  and  was  noticeably  offhand  in  ur 
manner.  She  was  unusually  tall,  just  under  6  ft.  For  the  last  three 
months  she  had  felt  very  tired  and  had  lost  over  a  stone  in  weight. 
Two  weeks  before  I  saw  her  she  was  found  to  have  a  raised  temperature 
and  the  sputum  contained  tubercle  bacilli.  I  arranged  for  her  admission 
to  hospital,  where  an  X-ray  film  showed  infiltration  and  excavation 
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in  the  right  upper  zone,  infiltration  in  the  right  mid  zone  and  in  all 
zones  of  the  left  lung.  With  rest  in  bed  and  a  course  of  Sanocrysin 
injections  she  made  very  good  progress,  and,  in  January  1934,  was 
transferred  to  a  sanatorium  where  she  remained  lor  five  months.  On 
leaving  she  was  afebrile,  with  no  cough  or  sputum,  there  was  a  consider¬ 
able  improvement  in  the  X-ray  appearances,  the  sedimentation  rate 
was  normal  and  she  was  walking  four  or  five  miles  a  day.  I  saw  Ethel 
again  in  December  1934;  following  a  cold  she  had  not  felt  so  well  and 
the  sputum  now  contained  tubercle  bacilli.  I  arranged  for  her  admission 
to  hospital  again  where  she  was  given  a  second  course  of  Sanocrysin 
and,  after  five  months,  she  went  home  much  improved.  Subsequently 
I  examined  her  at  frequent  intervals  during  the  next  six  years,  and  in 
1941  she  began  secretarial  work.  The  X-ray  films  showed  progressive 
hardening  and  calcification  of  the  lesions  in  both  lungs.  In  June  1946 
Ethel  married  and  became  pregnant  at  the  end  of  the  year.  The 
pregnancy  was  terminated  in  February  1947  as  the  lesion  in  the  left 
upper  zone  was  not  soundly  healed,  but  in  1953  she  again  became 
pregnant  and  is  expecting  her  baby  in  June  1954. 

Here  we  have  a  young  girl  who  was  affected  with  very  extensive 
bilateral  pulmonary  tuberculosis,  with  excavation.  The  treatment, 
which  was  given  in  the  pre-antibiotic  age,  proved  entirely  satisfactory, 
and  she  was  subsequently  able  to  live  a  normal  life. 

The  following  is  the  account  of  her  reactions  to  the  illness: — 

“  When  I  was  first  told  I  had  tuberculosis  I  felt  pretty  terrible,  as 
I  suppose  subconsciously  I  had  dreaded  it  for  years,  as  nearly  all  the 
girls  on  my  father’s  side  of  the  family  had  died  of  it.  I  felt  trapped  with 
no  escape.  When  I  first  went  into  the  nursing  home  I  read  one  of 
Warwick  Deeping’s  books  which  was  all  about  a  tuberculous  colony. 
This  depressed  me  more  than  ever,  as  I  could  not  imagine  myself 
leading  a  normal  life  again,  but  thought  I  should  have  to  spend  the  rest 
of  my  life  with  other  people  with  the  same  complaint. 

“  1  think  one  of  the  most  depressing  times  is  when  one  enters  hospital 
and  other  patients  come  in  and  ask  you  if  you  are  going  to  have  this 
or  that  done.  You  naturally  imagine  yourself  as  bad  as  the  worst  of 
them  Nevertheless  I  think  you  helped  me  a  lot  by  explaining  what 
was  happening  when  I  had  the  injections,  etc.” 


Wanda.  Aet  18.  Single.  Student  of  Economics. 

I  first  saw  Wanda  in  hospital  in  October  1949.  She  was  of  slender 
build  about  5  ft.  2  in.  tall,  with  an  oval  pale  face,  dark  eyes  and  thick 
ong  black  hair  coming  down  below  her  shoulders.  She  was  a  Central 
uropean  refugee  with  a  sanguine  temperament,  a  thoughtful  con¬ 
templative  girl,  and  interested  in  psychology.  8  ’ 
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In  May  1949  Wanda  suffered  from  a  feverish  attack  with  a  cough, 
from  which  she  rapidly  recovered.  In  July  and  August  there  was  a 
recurrence  of  the  cough  for  a  few  days,  and  in  September  an  X-ray 
film  of  the  chest  showed  tuberculous  infiltration  throughout  the  whole 
of  the  right  lung,  with  a  cavity  in  the  mid  zone.  Infiltration  was  also 
present  in  the  upper  and  middle  zones  of  the  left  lung,  with  a  cavity 
in  the  left  mid  zone.  The  sputum  contained  tubercle  bacilli  and  the 
sedimentation  rate  was  raised  to  50  mm./l  hour  (Westergren).  Despite 
this  gloomy  picture  Wanda  did  very  well.  Treatment  in  hospital  con¬ 
sisted  of  rest  in  bed,  injections  of  streptomycin,  the  administration  of 
P.A.S.  by  mouth,  and  the  right  phrenic  nerve  was  crushed.  She  went 
to  a  sanatorium  after  six  months  in  hospital,  when  up  three  hours  a  day, 
the  sputum  now  showing  no  tubercle  bacilli  in  direct  films  or  on  culture. 
Three  months  later  she  left  the  sanatorium,  with  a  normal  sedimentation 
rate,  and  no  cough  or  sputum.  The  X-ray  film  showed  now  no  evidence 
of  cavitation,  and  the  shadows  of  the  infiltration  had  cleared  in  a  remark¬ 
able  manner. 

I  have  seen  Wanda  at  regular  intervals  since  she  left  the  sanatorium 
at  the  end  of  June  1950.  She  continued  her  studies  and  passed  her 
examinations  in  economics.  When  I  last  examined  her  in  March  1954, 
the  X-ray  film  only  showed  a  few  small,  hard  shadows  in  both  upper 
zones.  Wanda  was  engaged  to  a  student  when  I  first  met  her,  and  she 
is  now  hoping  very  shortly  to  be  married. 

To  my  enquiries  she  replied,  “  When  my  tuberculosis  was  first 
diagnosed  it  came  as  a  terrible  shock,  it  was  the  last  thing  I  expected. 
My  family  was  even  more  worried  than  I  was  and  this  had  a  very 
depressing  effect.  I  was  terribly  worried  about  my  fiance,  thinking 
he  might  have  caught  it  from  me.  I  knew  of  a  few  cases  of  chronic 
tuberculosis,  but  had  never  met  anyone  who  had  successfully  recovered. 
The  picture  I  had  in  my  mind  was  not  a  pleasant  one.  During  my  first 
few  days  in  hospital  I  tried  to  find  out  all  I  could  about  the  state  of  my 
lungs,  and,  as  soon  as  I  did  that,  my  tuberculosis  no  longer  worried  me 
and  I  was  deeply  convinced  that  I  should  soon  be  well  again .  I  was  glad 
I  was  suffering  from  tuberculosis  which  I  thought  could  be  cured,  and 
not  from  cancer  or  some  other  disease  which  would  leave  a  permanent 
deformity.  I  was  always  afraid  I  should  have  to  have  an  artificial 
pneumothorax  or  a  pneumoperitoneum,  as  1  am  always  afraid  of  any 
kind  of  treatment.  While  l  was  on  streptomycin  and  P.A.S.  I  had 
very  deep  confidence  in  their  effectiveness.  My  recovery  was  also 
aided,  I  think,  by  the  fact  that  l  had  complete  confidence  in  you  becaus^ 
I  could  see  that  you  were  interested  not  only  in  my  weight 
in  the  way  my  mind  worked,  and  you  often  asked  me  wha.  I  wanted 
to  do  in  the  future.  You  always  knew  how  to  cheer  me  up  a  • 
you  started  telling  me  all  your  subconscious  dreams,  I  used  to  lore 
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all  about  my  tuberculosis.  On  the  whole  I  never  doubted  I  would 
be  cured  and  could  then  lead  a  normal  life,  which  I  do  now.’ 

Guy.  Aet  18.  Student,  surveying. 

I  was  asked  to  see  Guy  early  in  October  1939.  I  had  previously 
seen  his  sister  who  was  suffering  from  pulmonary  tuberculosis.  Guy 
was  a  slim,  fair-haired  youth,  of  a  phlegmatic  and  equable  temperament. 
His  chest  had  been  examined  from  time  to  time  during  the  past  eighteen 
months,  owing  to  his  sister’s  illness,  and  nothing  had  been  found  wrong. 
Ten  weeks  before  I  saw  him  he  developed  a  cough  and  went  away  for 
a  holiday.  The  cough  persisted,  accompanied  by  sputum,  and  examina¬ 
tion  of  the  sputum  showed  the  presence  of  tubercle  bacilli.  When  I 
examined  him  I  noted  the  typical  odour  of  phthisis,  and  signs  were 
present  at  the  apex  of  each  lung.  Guy  was  admitted  to  hospital  in  a  few 
days.  The  X-ray  film  showed  extensive  infiltration  throughout  the  left 
lung,  with  a  cavity  in  the  upper  zone,  and  a  small  area  of  infiltration 
in  the  right  mid-zone.  A  left  artificial  pneumothroax  was  established, 
with  a  good  collapse  of  the  lung,  and  after  six  weeks  Guy  went  to  a 
sanatorium.  He  did  very  well  there  and  returned  home  six  months 
later,  having  weekly  refills.  He  gained  12  lb.  in  weight  at  the  sana¬ 
torium  and  lost  his  cough  and  sputum.  Three  months  later  he  resumed 
his  course  of  studies  and  in  due  course  qualified  as  a  surveyor.  He 
married  in  1947  and  the  artificial  pneumothorax  was  discontinued  in 
January  1951,  after  ten  years.  During  the  last  year  or  so  the  refills 
were  only  given  every  six  weeks.  I  saw  him  regularly  during  these 
years;  the  final  X-ray  film  in  April  1953  showed  numerous  calcified 
lesions  throughout  the  right  lung.  The  left  lung  had  expanded  with  a 
cap  of  thickened  pleura,  and  there  was  a  calcified  lesion  in  the  left 
upper  zone.  Guy  is  now  engaged  actively  in  his  profession. 

He  expressed  his  feelings  as  follows:  “  I  did  not  worry  about  the 
development  of  the  tuberculosis  nor  about  the  treatment.  I  am  not  a 
worrier.  It  came  at  a  fortunate  time  in  my  career,  just  after  I  left  school. 
I  have  not  had  to  change  my  life  on  account  of  the  disease.  After  I 
returned  from  the  sanatorium  I  was  in  the  air-raid  shelter  of  a  house 
which  received  a  direct  hit  in  an  air-raid,  but  it  did  not  affect  my  chest 

If  something  is  inevitable  l  accept  it,  but  if  there  is  something  that  I  can 
do  1  may  worry.” 


George.  Aet  20.  Builders’  contractor. 

This  is  the  sad  story  ol  a  prolonged  illness,  rendered  more  distressing 
by  many  operations,  but  with,  l  hope,  a  happy  ending.  Until  the  aae 
of  seventeen  years  George  was  in  good  health,  he  then  scratched  his 

he  Tw  3  Th  3  rfTingjh0e  and  deve'°Ped  acute  osteomyelitis  of 
the  tibia.  This  was  followed  by  an  empyema  on  the  right  side  After 
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several  bone  operations  and  a  rib  resection  for  drainage  of  the  empyema, 
eventually  a  partial  thoracoplasty  was  performed  in  which  the  posterior 
portions  of  the  seventh,  eighth  and  ninth  ribs  were  removed  in  order 
to  close  the  empyema  space.  Shortly  afterwards  the  glands  in  the  right 
axilla  enlarged  and  broke  down,  discharging  purulent  material,  and  the 
retro-sternal  glands  were  also  affected,  the  pus  working  its  way  to  the 
surface  through  a  sinus  opening  in  the  neck  just  above  the  manubrium 
sterni.  Tubercle  bacilli  were  found  in  the  pus,  and  after  many  months 
spent  in  a  surgical  tuberculosis  hospital,  with  several  operations  for 
scraping  and  draining  the  sinuses,  George  went  to  convalesce  in  Austria 
and  Switzerland. 

He  now  remained  fairly  well  for  two  years,  until  the  end  of  1933, 
when  the  glands  in  the  right  axilla  again  broke  down  and  were  drained. 
The  thoracoplastic  scar  also  weakened  and  pus  was  discharged  from 
the  back  of  the  chest  below  the  angle  of  the  scapula.  Periodically  a 
subcutaneous  fluctuating  swelling  would  form,  and  eventually,  by 
pressure  over  the  abscess,  the  pus  could  be  evacuated  through  the 
sinus  opening.  After  some  months  another  surgeon  was  consulted 
who  considered  there  was  an  intrapleural  collection  of  pus  and  a  further 
drainage  operation  was  performed.  Up  to  this  time  George  believed 
that  he  was  suffering  from  surgical  tuberculosis  and  was  staggered 
when  the  surgeon,  after  looking  at  the  X-ray  film  of  his  chest,  told  him 
that  he  had  also  pulmonary  tuberculosis.  This  horrified  George  as 
he  feared  the  stigma  which  is  attached  to  the  disease,  and  was  dismayed 
at  the  thought  he  might  infect  others.  It  was  at  this  time,  in  1935,  that 
I  was  first  consulted,  shortly  after  his  engagement,  and  I  did  not  doubt 
that  the  film  showed  evidence  of  a  tuberculous  lesion  at  the  apex  of  the 
left  lung,  probably  of  some  standing.  The  pus  was  still  periodically 
discharging  from  the  thoracoplastic  sinus,  and  George  returned  once 
more  to  the  surgical  hospital  where  further  scrapings  of  the  sinus  were 
made.  George  was  married  in  1938  and  I  did  not  see  him  again  until 
1942.  During  this  time  he  had  coughed  up  blood  on  two  occasions, 
had  suffered  two  attacks  of  jaundice,  and  had  undergone  an  operation 
for  ischio-rectal  abscess.  On  coming  round  from  the  anaesthetic  he 
had  his  third  haemoptysis.  The  sinus  in  the  back  of  the  chest  continued 
to  discharge  pus  from  time  to  time,  but  despite  this  he  kept  at  work, 
wearing  a  dressing  over  his  chest.  The  pus,  when  aspirated,  was  found 
to  contain  tubercle  bacilli. 

When  I  took  an  X-ray  film  of  the  chest  in  1943  there  was  evidence 
of  spread  of  the  tuberculosis  to  the  right  lung,  fine  mottling  being 
seen  in  the  upper  zone  of  each  lung.  Eventually,  towards  the  end  of 
1945  the  chest  sinus  closed,  but  the  lesion  in  the  right  lung  slowly 
progressed,  and  in  1946  a  cavity  formed  in  the  apex  of  the  right  lung 
George,  however,  kept  at  work,  although  the  cavity  remained  unclosed 
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and  fibrotic  changes  occurred  in  the  right  upper  lobe.  During  1948 
George  seemed  very  well  and  at  my  next  examination  early  in  1949  the 
film  of  the  chest  showed  the  trachea  displaced  to  the  right,  and  a  honey¬ 
comb  appearance  in  the  right  upper  lobe,  due  to  the  formation  of  bron- 
chiectatic  cavities.  In  1950  George  had  several  attacks  ol  abdominal 
pain,  accompanied  by  the  passing  of  bright  red  urine,  and  chemical 
examination  showed  the  presence  of  porphyrins  in  the  urine.  Subse¬ 
quently  there  was  evidence  of  increased  activity  in  the  right  lung,  the 
sputum  contained  tubercle  bacilli  in  large  numbers,  and  the  sedimenta¬ 
tion  rate  of  the  red  cells  rose  to  42  mm.  per  cent  plasma/one  hour. 
George  was  now  kept  in  bed  and  given  a  course  of  streptomycin  and 
P.A.S.,  and  after  four  months’  treatment  there  was  considerable  im¬ 
provement,  with  12  lb.  increase  in  weight,  and  a  fall  of  the  sedimentation 
rate  of  the  red  cells  to  5  mm./one  hour. 

Despite  these  favourable  features  the  sputum  still  contained  large 
numbers  of  tubercle  bacilli  in  the  spring  of  1951,  and  tomograms 
showed  three  circular  cavities  in  the  right  upper  lobe,  in  addition  to 
the  bronchiectatic  spaces.  The  lesion  in  the  left  upper  lobe  had  healed 
by  calcification.  On  reviewing  this  prolonged  and  gloomy  story  and 
considering  that  there  were  now  three  young  children  at  home,  I  felt 
there  was  only  one  course  I  could  advise,  but  I  knew  this  would  not 
be  welcome.  Now  that  the  active  disease  was  apparently  localized  to 
the  right  upper  lobe,  and,  in  view  of  the  cavitation  and  the  constant 
presence  of  tubercle  bacilli  in  the  sputum,  I  did  not  hesitate  to  advise 
that  the  upper  part  of  the  right  lung  should  be  collapsed  once  and  for 
all,  by  an  upper  thoracoplastic  operation.  This  course  offered  the  hope 
of  restoration  to  good  health. 

1  pointed  out  that  it  was  impossible  to  close  the  cavities  either  by 
prolonged  rest  or  by  the  use  of  antibiotics.  I  spoke  of  the  risk  of  further 
haemorrhages  or  of  the  infected  sputum  spreading  the  disease  elsewhere, 

I  stressed  the  significance  of  the  fact  that  the  apex  of  the  left  lung  had 
healed  by  calcification,  which  indicated  good  recuperative  powers  and 
finally,  I  reminded  him  of  the  thought  in  Julius  CcTsar: 


“  There  is  a  tide  in  the  affairs  of  men, 

Which,  taken  at  the  flood  leads  on  to  fortune; 
Omitted,  all  the  voyage  of  their  life 
Is  bound  in  shallows  and  in  miseries. 

On  such  a  full  sea  are  we  now  afloat. 

And  we  must  take  the  current  when  it  serves, 
Or  lose  our  ventures.” 


Georflp  wac  nQtllfmll,,  _ _ _ 
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took  place,  after  lifting  a  heavy  box  there  was  another,  and  a  more 
severe,  hemoptysis  followed  by  high  fever,  and  this  decided  him  to 
take  my  advice  and  to  submit  himself  once  more  to  operation. 

The  thoracoplasty  was  performed  in  June  1951,  the  six  right  upper 
ribs  being  removed  in  a  one-stage  operation  under  general  anaesthesia, 
with  most  satisfactory  results.  After  a  prolonged  period  of  convales¬ 
cence,  lasting  tor  seven  months,  George  returned  to  work  and  has 
continued  in  good  health  since  than.  He  now  looks  and  feels  very  fit 
and,  l  trust,  will  have  no  further  relapses. 

During  1949  he  had  another  worry.  This  time  it  was  ill-health  in 
two  of  his  children  and  I  was  asked  to  see  his  three  sons.  The  eldest 
appeared  in  perfect  health,  and  the  Mantoux  test  was  negative,  indicat¬ 
ing  that  he  was  not  affected  by  tuberculosis.  The  Mantoux  test  on  the 
second  boy  had  been  negative  in  1948,  but  in  the  early  part  of  1949 
he  had  an  acute  febrile  illness  and  the  X-ray  film  of  his  chest  showed 
evidence  of  epituberculosis.  There  was  probably  an  enlarged  tuber¬ 
culous  gland  in  the  chest  compressing  a  bronchus,  and  the  Mantoux 
test  was  now  positive  both  to  human  and  bovine  preparations.  It  was 
thought  possible  that  the  boy  had  been  infected  by  eating  cream  while 
on  holiday  during  the  previous  summer.  The  youngest  child  also 
developed  signs  of  epituberculosis,  with  a  positive  Mantoux  reaction, 
but  both  children  made  good  recoveries  and  are  now  well.  The  youngest 
child  also  passed  red  urine  from  time  to  time,  containing  porphyrins. 

George  had  the  inestimable  good  fortune  to  marry  a  devoted  and 
understanding  wife  who  nursed  him  assidously  when  he  was  ill  and  who 
supported  him  in  all  his  afflictions.  His  temperament  was  sanguine 
and  he  remained  cheerful  even  during  his  time  of  great  tribulation,  and 
this  is  how  he  reacted  to  the  illness: — 

“  I  resented  not  being  told  that  my  lungs  were  affected.  I  like  to 
know  what  I  have  to  battle  with,  and  how  long  approximately  I  must 
make  my  plans  for  being  ill.  If  you  do  not  know  this  your  mind  is 
centred  on  your  illness,  and  not  on  other  things.  I  was  so  sensitive 
about  my  illness,  I  thought  it  was  a  disgrace  and  I  tried  to  disguise  it. 
There  is  a  tremendous  difference  between  surgical  and  lung  tuberculosis, 
because  of  the  risk  of  infecting  others.  Even  when  I  had  the  first 
haemoptysis  I  was  not  told  I  had  pulmonary  tuberculosis,  the  doctor 
said  the  bleeding  had  come  from  a  vein  in  my  throat.  The  worst  parts 
of  the  illness  were  the  repeated  operations  and  the  uncertainty  of  another 
major  operation.  Even  after  my  scapula  had  been  lifted  and  scraped, 
the  sinuses  continued  to  discharge.  When  l  knew  my  lung  was  infected 
it  was  dreadful  having  to  decide  whether  I  should  remain  at  home,  and 
whether  I  should  see  my  children.  I  felt  obliged  to  keep  to  myself  and 
see  no  one  except  my  immediate  family  circle.  The  more  you  under¬ 
stand  this  disease  the  better  you  can  cope  with  it.  When  I  came  to  you, 
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you  cheered  me  up  enormously,  because  you  told  me  my  lung  had  been 
infected  for  years.  The  last  thoracoplastic  operation  did  not  upset  me 
because  I  had  one  hundred  per  cent  confidence  in  the  surgeon  and 
doctors.  I  have  not  always  felt  this.  Explanations  tend  to  remove 
fears,  and  I  have  always  been  very  sensitive  to  my  relatives’  reactions 
to  bad  news  about  myself.  Too  much  sympathy  upsets  me  and  l 
always  felt  grateful  to  you  for  your  practical  approach  to  my  illness. 
The  prolonged  illness  has  not  interfered  very  much  with  my  business 
life,  but  it  has  interfered  enormously  with  my  married  life  and  with 
my  social  relations.” 


Sophie.  Aet  20.  Single.  A  book-keeper. 

Sophie's  father  died  of  pulmonary  tuberculosis  in  1942  and  her 
chest  had  been  X-rayed  periodically  since  then,  until,  in  May  1948, 
a  shadow  was  seen  in  the  right  lung.  She  was  examined  by  the  tuber¬ 
culosis  officer  in  May  and  July  and  told  to  stop  work,  but  the  sputum 
was  not  tested  for  tubercle  bacilli.  I  was  asked  to  see  Sophie  in  October 
1948. 

She  was  a  delicate,  good-looking  girl,  with  blue  eyes,  very  regular 
features  and  fair  hair,  calm  and  phlegmatic  in  temperament.  Five 
feet  eight  inches  in  height  and  weighing  9  st.,  she  had  lost  about  one 
and  a  hall  stones  in  the  last  year.  X-ray  examination  showed  infiltra¬ 
tion  in  the  upper  zone  ot  the  right  lung,  with  a  cavity  at  the  apex  of  the 
right  lower  lobe,  at  the  left  apex  there  were  a  few  small  shadows.  I 
arranged  lor  immediate  admission  to  hospital,  and  a  right  artificial 
pneumothorax  was  established.  A  month  later  adhesions  were  divided, 
but  although  a  good  collapse  of  the  lung  was  now  obtained,  the  cavity 
id  not  close.  A  cavity  at  the  apex  of  the  lower  lobe  is  usually  very 
difficult  to  close  by  any  form  of  collapse  therapy,  and  so  it  proved  in 
tms  case.  Eventually,  by  keeping  the  foot  of  the  bed  raised  10  in  and 
by  concert, na-ing  ”  the  lung  by  alternatively  allowing  it  to  expand 
the  m  e,t  C°aPfng  Jt  <f®a'n  ky  inserting  air  into  the  pneumothorax, 

was  fiT to  h?t C  0Ser  St°Ph,e  WaS  tCn  m°nths  in  hosP'tal  before  she 
was  fit  to  be  transferred  to  a  sanatorium.  After  four  months  there 

fndMmg°v“,a  n°rmal  Sedime"tati°"  ™te,  no  cough,  no  sputum 

refilleSdTheS°Phie  Per,iodica"y  after  her  return,  and  from  time  to  time 

and  She  h  Prm0thora1x-  She  was  a  very  good  patient,  very  placed 
and  she  hardly  ever  volunteered  any  remarks  In  Sentemher  iom 
she  married,  and  in  Mav  1952  while  .  j>ePtember  1951 

pneumothorax  on  th*  uf/  a  ,  e  111  church,  had  a  spontaneous 

da^  when  iTound  sL„  of  T  dySpn(Ea-  1  Saw  her  the  next 
left  apical  pneumothorax  In  June ;'1n9a‘ e,^physema  with  a  very  small 
spontaneous  pneumothorax^  ,TsiJ  ™  %%%£& 
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that  the  right  artificial  pneumothorax  should  be  abandoned,  after 
being  in  action  for  nearly  four  years.  Later  in  the  year  Sophie  became 
pregnant,  and  in  May  1953  a  healthy  baby  was  born.  When  I  last 
saw  her  in  March  1954  she  was  very  well;  the  X-ray  film  of  the  chest 
showed  calcified  foci  in  the  right  mid-zone  and  the  left  apex. 

Sophie,  in  answer  to  my  questions,  wrote:  “My  father  died  of 
pulmonary  tuberculosis  and  1  presumably  caught  it  from  him.  It 
came  as  an  awful  shock  to  me  but  I  soon  became  resigned.  The  worst 
part  of  the  treatment  was  the  anxiety  as  to  whether  the  cavity  was 
going  to  close  with  the  pneumothorax.  It  has  not  interfered  much 
with  my  life,  and  I  have  now  practically  forgotten  about  it.  Physically 
I  felt  much  better  when  the  pneumothorax  was  discontinued.  1  was 
always  tired  when  the  lung  was  collapsed.” 


Ronald.  Aet  22.  Assistant  in  Surveyor’s  Office. 

In  August  1949  Ronald  was  taken  ill  with  what  was  thought  to  be 
pneumonia  of  the  right  lower  lobe.  He  was  admitted  to  hospital 
under  my  care,  when  many  rales  were  heard  scattered  through  the 
right  lower  lobe.  The  breath  sounds  were  weak,  and  there  were  no 
signs  of  pulmonary  consolidation.  Tubercle  bacilli  were  found  in 
the  sputum,  and  the  X-ray  film  showed  widely  scattered  areas  of  in¬ 
filtration  in  the  upper  and  middle  zones  of  both  lungs  but  not  in  the 
right  lower  lobe  where  the  physical  signs  were  most  marked.  Tomo¬ 
grams  revealed  no  evidence  of  cavitation.  The  sedimentation  rate  of 
the  red  cells  was  increased  to  44  mm.  plasma/1  hr.  (Westergren), 
and  the  temperature  was  rising  to  101  F.  in  the  evenings.  Ronald 
was  a  tall,  well-built  young  man,  with  dark  hair  and  a  sallow  complexion. 
His  manner  was  somewhat  brusque  and  temperament  melancholic. 
He  continually  asked  how  long  he  would  be  in  hospital,  and  how  long 
he  would  be  away  from  his  work.  His  anxiety  was  increased  by  the 
fact  that  he  was  engaged  to  be  married.  He  was  treated  with  rest  in 
bed,  and  with  daily  intramuscular  injections  of  1  G.  streptomycin, 
together  with  P.A.S.  The  streptomycin  was  continued  for  70  days, 
and  the  P.A.S.  for  two  weeks  longer.  By  this  time  the  temperature 
had  fallen  to  normal  and  the  sedimentation  rate  of  the  red  cells  to 
3  mm.  plasma/1  hr.  He  was  then  transferred  to  a  sanatorium  where 
he  stayed  for  four  months.  No  signs  of  activity  were  found  during 
the  sanatorium  course  and  on  discharge  he  was  walking  two  miles  a  day. 

On  return  to  London  Ronald  was  overpowered  by  the  summer 
heat  he  sweated,  his  nerves  were  upset,  and  he  feared  a  relapse.  I  next 
saw  him  in  August  1950,  when  he  felt  “grand.”  A  few  rales  were 
audible  after  cough  at  the  right  apex,  and  the  X-ray  film  showed  soft 
shadows  at  the  right  apex,  with  calcifying  lesions  in  both  upper  zones 
Ronald  was  married  in  September  1950  and  returned  to  part-time 
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work  the  next  month.  During  1951  the  lesions  showed  progressive 
hardening,  the  sedimentation  rate  remained  at  1  mm./hr.,  and  at  the 
end  of  the  year  he  was  doing  full-time  work.  During  1952  the  X-ray 
film  showed  extensive  spots  of  calcification  in  the  upper  hall  of  the 
right  lung  and  the  upper  two-thirds  of  the  left  lung.  In  May  1953 
he  passed  his  final  surveyor’s  examination. 

Ronald  reported  his  reactions  to  the  illness  as  follows:  “I  was 
first  told  that  I  was  tuberculous  after  I  had  been  in  bed  in  hospital 
for  two  weeks.  I  did  not  worry  a  great  deal  to  begin  with,  and  soon 
adjusted  myself  to  a  long  stay  in  bed.  The  worst  part  of  the  treatment 
was  the  worry  during  the  last  few  weeks  at  the  sanatorium  whether  I 
should  pass  the  final  test.  My  examination  for  a  surveyor  was  put 
back  three  years  and  I  lost  some  promotion.” 


Albert.  Aet  24.  Dental  surgeon. 


When  I  first  saw  Albert  in  the  spring  of  1935  he  was  in  his  third 
year  as  a  medical  student,  having  qualified  three  weeks  previously  as 
a  dentist. 

There  was  no  doubt  that  he  was  suffering  from  pulmonary  tuber¬ 
culosis,  but  I  found  nothing  to  indicate  that  he  would  not  improve 
as  well  as  the  cases  I  have  described  above,  and  nothing  to  suggest 
that  this  was  the  beginning  of  an  illness  which  was  to  last  for  many 
years,  and  which  was  to  be  marked  by  periods  of  improvement,  by 
relapses  and  by  complications,  until,  after  many  tribulations,  *  the 
final  tragedy  occurred. 

Albert  was  a  spare  sandy-haired  young  man  with  a  pink  and  white 
complexion  and  clear-cut  features.  He  was  of  frail  physique  with  a 
poorly  formed  chest;  nearly  6  ft.  in  height,  he  walked  with  a  slight 
stoop.  Throughout  his  illness  he  displayed  a  melancholic  tempera¬ 
ment,  and  was  intensely  apprehensive  of  the  future  rather  than  of  the 
present. 


Just  before  taking  the  final  dental  examination  Albert  ran  a  tem¬ 
perature  for  three  days,  with  a  slight  cough  and  expectoration  and 
fleet  mg  pains  in  the  chest  on  the  right  side.  When  I  examined  him  I 
feigns  at  the  aPex  of  the  ri§ht  ^ng,  and  an  X-ray  film 

Inhes  dHShad°WS  suf.?estlve  of  tuberculous  infiltration  in  both  upper 
lobes.  He  was  unwilling  to  come  into  hospital,  and  so  went  away  for 

a  month  to  the  seaside  where  he  rapidly  regained  strength,  lost  his 
ugh,  put  on  a  little  weight,  and  was  afebrile.  After  four  weeks  he 

Ti  whhlbd d  con,tinued  to  rest’ but  in  August  STsTSfi 
in  „  rH  ab^om'nal  Pains>  cough,  expectoration  and  fever  and 
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two  months,  when  the  pleural  effusion  subsided,  and  early  in  the  next 
year  he  was  transferred  to  a  sanatorium. 

Albert  left  the  sanatorium  in  the  summer  of  1936,  with  a  very  good 
report,  the  superintendent  writing:  “I  have  allowed  him  to  leave 
earlier  than  I  would  otherwise  have  done  because  he  is  such  a  good 
early  case  and  because  he  is  extremely  sensible  and  can  carry  on  his 
treatment  at  home.” 

I  examined  Albert  again  towards  the  end  of  the  year,  when  the  X-ray 
film  showed  scattered  infiltration  in  the  upper  zone  of  both  lungs, 
the  shadows  being  fairly  hard,  with  basal  pleural  adhesions  on  the  left 
side.  He  now  reported  that  he  felt  better  than  he  had  done  for  five 
or  six  years  and  was  also  heavier. 

He  gave  up  the  idea  of  qualifying  as  a  doctor  and  in  the  spring  of 
1937  began  part-time  work  as  a  dental  surgeon.  I  hoped  that  he  was 
now  over  his  troubles.  The  X-ray  film  showed  considerable  clearing 
of  the  apical  shadows  and  the  sedimentation  rate  of  the  red  cells  was 
normal. 

At  the  beginning  of  the  second  world  war  Albert  applied  for  a 
dental  commission,  but  was  rejected  on  medical  grounds.  This  caused 
him  considerable  anxiety  and  he  asked  me  to  examine  him.  again. 
Although  he  looked  and  felt  well,  and  although  the  apical  shadows  as 
seen  on  the  X-ray  film  were  harder,  I  heard  rales  at  the  apex  of  the 
right  lung  and  the  sedimentation  rate  of  the  red  cells  was  raised  to 
30  mm.  per  cent  plasma/1  hour.  I  advised  him  to  take  his  evening 
temperature  and  keep  a  weekly  record  of  his  weight,  but  I  heard 
nothing  further  until  the  end  of  1943,  and  during  these  years  he  was 
doing  full-time  work  and  had  married.  In  December  he  developed 
a  sore  throat  which  would  not  improve  and  eventually  he  consulted 
a  throat  specialist  who  found  the  left  tonsil  covered  with  a  white 
exudate  and  biopsy  showed  the  condition  to  be  one  of  tuberculosis 
of  the  tonsil.  L  found  a  general  deterioration,  he  looked  thin  and  ill, 
the  X-ray  film  showed  a  diffuse  fine  mottling  of  the  middle  zone  of 
both  lungs,  the  sedimentation  rate  of  the  red  cells  had  risen  to  40  mm. 
per  cent  plasma/1  hour  and  the  temperature  was  raised.  Albert  was 
at  once  admitted  to  hospital.  In  view  of  the  extensive  active  bilateral 
pulmonary  tuberculosis  it  was  not  considered  advisable  to  give  X-ray 
treatment  to  the  tonsil,  but,  with  rest  in  bed  alone,  for  it  was  before 
the  days  of  antibiotics,  he  made  a  wonderful  recovery,  the  tonsil 
rapidly  healing,  the  fine  mottling  disappearing  from  the  middle  zone 
of  the  lungs,  and  the  temperature  falling  to  normal.  He  continued 
to  remain  in  bed  and  a  few  months  later  went  to  Scotland. 

Albert  now  expressed  no  desire  to  get  up,  and  in  order  to  begin  the 
task  of  putting  him  on  his  feet  again,  he  was  admitted  to  a  sanatorium, 
where  he  stayed  until  the  middle  of  1945.  The  superintendent  then 
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wrote  to  me  saying,  “  Considering  his  condition  originally  he  has 
made  a  phenomenal  recovery."  The  X-ray  film  of  the  chest,  however, 
was  not  very  satisfactory.  Much  fibrosis  had  taken  place  in  the  right 
upper  lobe,  pulling  the  trachea  sharply  to  the  right.  There  were  also 
fibrotic  changes  in  the  left  upper  lobe,  and  translucent  areas  suggesting 
small  bronchiectatic  cavities  in  both  upper  lobes,  but  there  was  no 
evidence  of  calcification.  The  sputum,  which  was  very  scanty,  con¬ 
tained  a  few  tubercle  bacilli.  He  was,  nevertheless,  told  that  he  was 
fit  to  resume  work  as  a  dentist. 

I  examined  Albert  on  his  return  to  London  in  the  autumn  of  1945 
when  he  looked  well  and  quite  plump.  The  sedimentation  rate  of  the 
red  cells  was  12  mm.  per  cent  plasma/ 1  hour,  and  coarse  rales  could  be 
heard  over  the  apices  of  both  lungs.  He  resumed  part-time  work  as 
a  dentist,  and,  from  now  onwards,  had  what  he  called  “  toxic  ”  attacks 
in  which  he  suffered  from  malaise  and  sometimes  ran  a  slight  tempera¬ 
ture.  During  the  whole  of  1947  and  the  first  half  of  1948  he  continued 
in  comparatively  good  health,  I  examined  him  three  or  four  times 
each  year,  the  X-ray  film  of  the  chest  showed  no  change  and  the  sedi¬ 
mentation  rate  of  the  red  cells  was  usually  about  10  mm.  per  cent 
plasma/1  hour. 

Albert  was  always  very  depressed  and  apprehensive  of  what  I 
should  find  for  about  a  week  before  he  visited  me,  but  always  went 
away  cheerful  and  encouraged,  and  remained  so  for  two  or  three 
months  until  his  next  visit  was  due.  In  the  autumn  of  1948  Albert 
noticed  a  painful  swelling  on  the  dorsum  of  the  right  foot.  He  con¬ 
sulted  a  surgeon  who  removed  the  extensor  tendon  and  sheath  of  the 
right  big  toe  as  it  was  affected  with  tuberculosis.  Despite  this  evidence 
of  further  dissemination  of  the  infection,  the  patient  quickly  regained 
his  health,  maintained  his  weight,  and  continued  working  for  another 
eighteen  months.  In  the  summer  of  1950  a  further  mmnliratmn 


,Tr„da2?.l'lr  Christmas>  Albert  coughed  up  a  little  blood  for  the 
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plasma/ 1  hour,  and  he  complained  that  his  chest  was  tight.  There 
was  no  change  in  the  X-ray  findings  and  no  loss  of  weight.  I  ordered 
now  a  course  of  iso-nicotinic  acid  hydrazide  tablets  which  he  took 
for  three  months.  About  this  time,  and  against  my  advice,  he  adopted 
a  baby  aged  fourteen  weeks.  I  was  opposed  to  this  because  I  thought 
there  was  a  grave  risk  of  infecting  the  infant,  and  also  because  I  thought 
Albert’s  health  was  in  a  very  precarious  state  and  that  his  expectation 
of  life  was  considerably  reduced. 

During  1953,  until  the  summer,  all  seemed  to  be  going  well,  and 
the  last  time  I  examined  Albert  was  in  August  of  this  year.  He  told 
me  that  he  was  becoming  progressively  more  short  of  breath,  and  had 
to  pause  after  walking  up  a  slight  slope.  I  was  very  disturbed  to  find 
the  sedimentation  rate  of  the  red  cells  raised  to  40  mm.  per  cent 
plasma/ 1  hour,  although  the  patient’s  weight  had  not  fallen  and  the 
X-ray  film  showed  no  change.  I  advised  a  second  course  of  iso-nico¬ 
tinic  acid  hydrazide. 

In  September  1953  Albert  tried  to  insure  his  life  to  provide  for  the 
education  of  the  baby,  but  was  rejected. 

About  this  time  Albert  told  me  how  he  had  reacted  to  his  illness. 
He  said :  “  It  was  not  a  shock  to  me  when  I  was  told  I  had  tuberculosis. 
I  had  been  overworking  as  a  medical  student,  and  helping  in  the  tuber¬ 
culosis  clinic.  I  realized  that  probably  I  should  not  be  able  to  qualify 
as  a  doctor.  The  worry  of  this  disease  results  from  the  fear  of  being 
put  out  of  commission  and  wondering  whether  one  will  have  the  money 
to  carry  on.  One  of  the  greatest  difficulties  is  to  forget  about  it  and 
not  allow  one’s  apprehension  to  run  riot.” 

Referring  to  his  medical  examination  for  a  dental  commission  he 
said :  “  When  the  army  doctors  surveyed  my  puny  body  in  its  stark 
nakedness,  and  shook  their  heads  in  a  very  wise  way  I  began  to  wonder 
what  other  ghastly  disease  I  might  have.” 

The  final  scene  came  very  suddenly  on  the  night  of  December  4th. 
I  had  been  in  bed  for  a  short  time  when  my  telephone  rang  and,  with 
a  very  agitated  voice,  the  local  doctor  told  me  that  he  was  speaking 
from  the  dentist’s  house,  to  which  he  had  been  urgently  called,  to  find 
our  patient  dead  from  a  profuse  haemoptysis. 

Later  I  heard  the  details  of  the  final  scene.  Albert  had  been  ieeling 
particularly  well  that  day,  and  although  life  was  always  a  battle,  he 
had  lately  been  having  more  confidence  in  himself  and  in  the  future. 
On  this  fatal  evening  his  wife  went  up  to  bed,  and  shortly  alter  heard 
her  husband  coughing  downstairs.  He  walked  upstairs  and  came 
into  the  bedroom,  quite  calmly.  She  turned  to  say  something  to  him, 
when  he  put  up  his  finger,  said  nothing  and  walked  quickly  out  into 
the  lavatory.  She  then  heard  a  violent  noise  as  if  he  were  coughing 
and  being  sick.  She  rushed  in  and  found  he  had  coughed  up  a  tremen- 
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dous  amount  of  blood  into  the  lavatory  pan,  several  pints.  He  started 
to  speak  but  could  not  finish,  and  his  wife  told  him  to  go  back  to  bed 
and  lie  down  while  she  fetched  a  basin.  She  ran  downstairs  and  on 
returning  found  him  lying  on  the  bed,  unconscious,  with  obstructed 
breathing,  his  mouth  was  full  of  blood,  and  in  a  minute  or  so  more 
he  was  dead. 

I  think  the  final  hemoptysis  must  have  come  from  a  larger  cavity, 
deeper  down  in  the  lung,  which  was  not  shown  in  the  X-ray  films. 
The  healing,  which  had  taken  place  during  all  these  years  had  always 
been  by  pulmonary  fibrosis  and  not  by  calcification,  from  which  we 
may  deduce  that  in  tuberculosis  it  is  better  for  the  lungs  to  calcify 
than  to  fibrose. 

I  pay  my  tribute  to  a  very  gallant  gentleman,  highly  skilled  in  his 
craft,  who  for  years  fought  against  desperate  odds,  and  who  was  sup¬ 
ported  in  all  his  reverses  by  the  constant  care  and  encouragement 
of  his  devoted  wife. 


Dora.  Aet  25.  Secretary. 

Dora  had  frequent  colds  during  the  winter  of  1947  and  they  con¬ 
tinued  throughout  the  following  summer.  In  the  autumn  of  1948 
she  was  seen  by  a  chest  specialist,  and  an  X-ray  film  revealed  a  thick- 
walled  cavity  at  the  apex  of  the  lower  lobe  of  the  right  lung,  with  cal¬ 
cified  lesions  in  the  left  middle  and  lower  zones.  The  sputum  was 
examined  and  tubercle  bacilli  were  found  to  be  present. 

On  hearing  this  bad  news  the  general  practitioner  asked  me  to  see 
her.  Dora  was  a  good-looking,  well  dressed  blonde  of  phlegmatic 
temperament,  and,  as  I  subsequently  found,  a  remarkably  easy  patient 
to  treat.  We  arranged  for  her  admission  to  hospital  and  immediately 
established  an  artificial  pneumothorax  on  the  right  side  when  the 

cavity  despite  its  thick  walls  and  unfavourable  situation,  closed  satis¬ 
factorily. 

After  five  weeks  in  hospital  Dora  returned  home  and  came  to  me 
subsequently  for  refills.  In  September  1957  a  spontaneous  pneumo- 
ax  occuned  on  the  side  of  the  artificial  pneumothorax,  but  this 
produced  no  ill  effects  and  saved  her  from  one  refill.  At  one  of  her 
v,s,s  I  noticed  a  very  handsome  ring  on  the  fourth  finger  of  her  left 

married!  a  few  mo”^  °"  “  ^  t0W  that  She  hoPed  to  be 
A  lew  weeks  later  I  was  interested  to  read  of  a  court  case  in  which 

worth  S!!re!°!h!38e^n!!g7  and  s“gf sted  it  was 

your  ring  to  pay  this  debt?”  said  the  counL!  ‘Mainly loft” 
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replied  the  girl,  and  the  Judge  intervened,  “  I  am  not  going  to  make 
a  girl  sell  her  engagement  ring.”  The  girl  was  my  patient. 

Dora  was  married  in  May  1952  and  I  discontinued  the  artificial 
pneumothorax  at  the  end  of  1953  after  keeping  the  lung  collapsed 
for  five  years.  The  lung  was  fully  expanded  within  four  months  of 
discontinuing  the  artificial  pneumothorax,  and  during  the  whole  illness 
there  were  no  set-backs  and  no  prolonged  period  of  treatment  in  bed. 
Further,  no  antibiotics  were  used.  Dora  was  not  a  “  career  girl  ” 
and  did  not  mind  giving  up  her  work.  She  took  her  treatment  very 
philosophically. 

And  this  is  how  she  felt:  “  I  was  not  upset  when  I  learned  I  had 
tuberculosis.  It  did  not  seem  possible.  If  I  had  been  told  at  the  onset 
that  the  artificial  pneumothorax  would  be  continued  for  five  years  1 
should  have  felt  very  bad.  The  worst  part  of  the  treatment  was  that 
it  stopped  me  from  doing  things,  especially  dancing.  The  seriousness 
of  it  never  sank  in.” 


Carol.  Aet  22.  Furrier. 

I  saw  this  young  man  in  consultation  with  his  general  practitioner 
at  the  beginning  of  his  illness  in  the  summer  of  1939.  Five  days 
previously  he  had  been  taken  ill  with  a  sore  throat,  but  in  a  day  or 
so  this  improved.  Signs  of  bronchitis  then  rapidly  developed,  with 
cough,  expectoration,  tightness  across  the  chest,  pain  on  the  left  side 
of  the  chest  in  front  on  coughing  or  deep  breathing,  and  the  tempera¬ 
ture  was  raised  to  102°  F.  in  the  evening.  When  l  examined  him  in 
the  late  evening  he  had  been  drowsy  all  day,  the  temperature  was  still 
102°  F.,  and  I  found  abnormal  signs  in  the  chest,  localized  to  the  lower 
lobe  of  the  left  lung.  The  breath  sounds  here  were  weak,  with  sharp 
rales,  but  there  was  no  increased  voice  conduction.  The  condition 
suggested  an  early  bronchopneumonia,  with  considerable  toxaemia. 

The  patient  was  moved  into  hospital  and  the  temperature  remained 
raised,  to  between  101°  and  102°  F.,  for  a  week,  when  it  fell  to  normal 
by  lysis.  The  sputum  now  contained  clots  of  blood  and  tubercle 
bacilli  were  present.  An  X-ray  film  of  the  lungs  showed  scattered 
infiltration  in  the  upper  half  of  the  left  lung,  with,  probably,  a  caseating 
lesion  in  the  left  lower  lobe,  and  pleural  thickening  at  the  left  base. 
The  right  lung  appeared  to  be  normal.  After  remaining  in  bed  for  a 
few  weeks  with  a  normal  temperature,  the  patient  was  allowed  to  get 
up  by  graduated  stages,  and,  later  in  the  autumn,  went  to  a  sanatorium 
in  Switzerland.  In  the  following  December  a  left  artificial  pneumo¬ 
thorax  was  induced,  and  this  was  followed  by  adhesion  section.  A 
good  collapse  of  the  lung  was  obtained  and  the  patient  returned  to 
England  in  May  1940.  I  continued  the  pneumothorax  refills  until 
December  1951.  By  now  only  the  apex  of  the  lung  was  collapsed, 


ILLUSTRATIVE  CASES 


225 


the  lower  portion,  which  contained  the  main  lesion,  having  expanded 
spontaneously.  The  pneumothorax  had  been  maintained  for  twelve 
years,  the  refills  during  the  latter  years  being  given  every  four  weeks. 

The  patient  responded  very  well  to  the  treatment,  and  went  back 
to  work  in  June  1940.  In  March  1941  he  began  playing  tennis  again, 
a  game  at  which  he  was  very  expert,  and  in  1941  he  resumed  swimming. 
By  1949  he  was  playing  first  class  tennis,  and  was  not  appreciably 
handicapped  by  the  artificial  pneumothorax. 

Carol  was  a  big,  heavily  built  man,  with  a  tendency  to  kyphosis. 
Just  over  6  ft.  in  height  and  weighing  nearly  16  st.,  his  chest  wall  was 
so  thick  that  I  required  a  specially  long  needle  for  the  refills.  His 
hair  was  black  and  rather  coarse,  his  complexion  sallow  and  his  eyes 
were  dark  and  limpid.  I  found  him  an  ideal  patient,  with  a  calm,  yet 
sanguine,  temperament,  and  one  of  nature’s  gentlemen. 

Our  patient  woke  one  morning  at  the  end  of  August  to  find  his 
vision  blurred,  both  eyes  being  affected  so  that  he  could  not  read  the 
paper.  When  seen  two  weeks  later  he  had  been  troubled  by  a  frontal 
headache  tor  a  tew  days,  and  the  vision  was  slightly  worse.  He 

did  not  complain  of  further  visual  symptoms,  such  as  flashes  of 
light. 


I  arranged  tor  a  consultation  with  an  ophthalmologist  who  found 
the  fundi  and  pupil  reactions  normal.  Examining  the  fields  of  vision 
with  a  small  test  object  the  patient  was  found  to  have  a  completely 
blind  area  (scotoma)  at  the  fixation  point  and  to  the  right.  On  charting 
th's  scotoma  on  a  perimeter  it  was  localized  in  the  right  lower  quadrant 
ot  the  field.  It  was  complete  (absolute)  for  about  10°  from  the  fixation 

po“‘’  a,nlbe5ime  le,ss  complete  (partial)  as  it  was  traced  outwards 
to  about  the  30  circle.  The  rest  of  the  fields  was  unaffected. 

,.ff™?se  Realized  the  lesion  to  the  visual  pathway,  on  the 

cortex4  and  he  s)Tewhere  between  the  chiasma  and  the  visual 

it  t  fiu  d  th  that  the  scotoma  was  in  the  lower  quadrant  limited 
it  to  fibres  running  to  the  visual  area  in  the  roof  of  the  calcarine  fissure 

WKasssair ssfitaF 

:y:t^rc::^babsTofany  sympt°ms  such  a*  flashes  s 

ohDticcortdca',ce"s’ s,i" more 

mi^^be^shuated^n^he11^  ®n<^.tbe^a*carincCfissure!10Thus  th^lesimn 

form  a  wedge  between  the  fihe"  r®  where  the  macuIar  fibres 

quadrants  of  the  retina,  or  it  milh'iT'  f^tiT^  and  '?wer  PeriPheral 
lobe  where  the  fibres  of  thp  a-  art^er  f°rward  in  the  temporal 

'°°Kalg' 

.eaws^011  W  y  the  macula  1S  usually  spared  in  cortical  lesions 
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causing  hemianopia  is  not  definitely  known.  Probably  the  macular 
cortical  area  extends  further  forwards  than  does  the  cortical  area  of 
the  peripheral  retinal  zones.  Further,  the  macular  area  has  a  double 
arterial  blood  supply,  anastomotic  branches  from  the  middle  cerebral 
artery  in  addition  to  the  calcarine  branches  of  the  posterior  cerebral 
artery.  The  latter  is  the  sole  supply  of  the  cortical  area  for  the  peri¬ 
phery  of  the  retina. 

The  patient  was  admitted  to  hospital  for  investigation.  The 
electro-encephalogram,  the  cerebro-spinal  fluid,  the  blood  count,  the 
sedimentation  rate  of  the  red  cells  and  the  X-ray  films  of  the  skull 
showed  no  abnormalities.  The  blood  Wassermann  reaction  was 
negative.  In  a  few  weeks,  vision  was  much  improved  and  within 
three  months  Carol  was  once  more  playing  first  class  tennis.  This 
emphasizes  the  importance  of  withholding  a  definitely  bad  prognosis 
at  the  onset  of  vascular  lesions  involving  the  visual  tract.  The  sudden 
onset  of  the  blindness  strongly  favoured  a  vascular  lesion,  as  did  the 
almost  complete  recovery  after  three  months.  In  the  eye  small 
arteriolar  blocks  usually  lead  to  permanent  localized  blind  areas, 
while  thromboses  of  the  smaller  branches  of  the  retinal  vein,  which  can 
be  seen  with  the  ophthalmoscope,  usually  recover  almost  completely 
in  young  people,  when  they  are  likely  to  be  due  to  a  mild  infection 
rather  than  to  arteriosclerosis.  The  diagnosis  ol  thrombosis  of  a 
small  vein  in  the  brain  substance  affecting  fibres  of  the  optic  radiation 
in  the  left  hemisphere  is  also  favoured  by  the  finding  of  a  normal 


electro-encephalogram. 

There  is  a  further  point  of  interest  in  this  case.  The  onset  of  pul¬ 
monary  tuberculosis  with  signs  of  an  acute  bronchopneumonic  process 
and  severe  toxaemia  was  most  alarming,  and  yet,  after  only  a  few  weeks 
rest  in  bed  the  acute  phase  of  the  disease  passed  and  the  temperature 

fell  to  normal. 

And  how  did  Carol  react  to  his  illness?  These  are  his  words: 
“  When  I  was  first  told  that  I  had  tuberculosis,  I  thought  that  all  who 
contracted  the  disease  had  it  equally  severely,  and  that  it  was  largely 
a  matter  of  mountain  air  and  a  strong  constitution  that  would  cure 
it  in  every  case.  When  1  arrived  at  the  sanatorium  in  Switzerland  1 
was  very  soon  brought  to  earth  and  I  realized  for  the  first  time  what 
my  illness  really  meant,  and  I  hated  everyone  for  telling  me  about  it 
I  w<?s  now  a  member  of  the  great  family  of  the  tuberculous  and  not 
allowed  to  forget  it.  1  hated  myself  for  having  it.  I  continued  to  worry 
as  I  was  informed  my  cavity  was  not  getting  any  smaller,  and  w  en 
was  told  I  was  to  have  a  pneumothorax  I  felt  stimulated  that  somet 
was  to  be  done.  In  common  with  all  the  other  patients  I  felt  1  was  a 
tod  of  guinea-pig,  and  that  I  should  never  be  able  to  play  any  km 
of  sport  again,  and  I  was  prepared  to  do  anything  as  long  as  c 
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eventually  get  back  to  civilization.  My  adhesions  were  eventually 
divided  and  I  made  a  complete  recovery.” 

Yvonne.  Aet  25.  Joint  Proprietor  and  Manageress  of  a  ladies'  blouse 

and  neckware  factory. 

Yvonne  had  not  been  well  since  November  1935,  when  she  suffered 
from  a  series  of  winter  coughs  and  colds.  At  the  beginning  of  February 
1936  she  coughed  up  about  two  tablespoonfuls  of  blood  in  the  evening, 
and  the  next  night  about  the  same  amount.  The  sputum  remained 
blood-stained  for  three  or  four  days,  but  a  sputum  test  showed  no 
tubercle  bacilli.  I  was  asked  to  examine  this  lady  at  the  end  of  February, 
when  I  found  extensive  signs  of  tuberculosis  in  the  left  lung.  On  X-ray 
examination  there  was  infiltration  in  the  upper  and  middle  zones  of  the 
left  lung,  with  cavitation  in  the  middle  zone.  The  upper  zone  of  the 
right  lung  was  a  little  suspicious  of  infiltration. 

Yvonne  had  been  married  for  nearly  four  years,  but  there  were  no 
children  of  the  marriage.  She  was  about  5  ft.  5  in.  in  height,  with  dark 
hair,  small  features,  retrousse  nose,  and  a  pink  and  white  complexion. 
She  was  cheerful  and  sanguine  in  temperament. 

After  three  months’  treatment  in  hospital,  first  with  absolute  rest, 
and  then  with  two  or  three  injections  of  Sanocrysin,  the  patient  was 
transferred  to  a  sanatorium.  The  Sanocrysin  had  been  discontinued 
owing  to  the  appearance  of  a  severe  urticarial  rash.  At  the  end  of 
three  weeks  in  the  sanatorium  the  temperature  rose  slightly  and  the 
X-ray  film  showed  a  spread  of  disease  in  the  left  lung,  and  so  a  left 
artificial  pneumothorax  was  established.  The  patient  improved  and  was 
discharged  from  the  sanatorium  in  January  1937,  after  five  months’ 

fit,  for  ^°[k-  1  examined  her  again  the  same  month  and 
my  X-ray  film  showed  the  apex  of  the  lung  held  up  by  dense  adhesions 

nne  Th  ree'q  vrterS  °f  the  lung  bdng  wel1  collaPsed  by  the  artificial 
p  umothorax.  Yvonne  now  began  work,  as  she  was  very  worried 

out  her  business,  for  her  husband  had  developed  pulmonary  tuber 
culosis  while  she  was  in  the  sanatorium,  and  he  waT  aho  havin, 
pneumothorax  treatment.  By  living  close  to  her  work  so  as  to  avoM 

“nYf"d  ^  observln§  strictly  two  rest  hours  a  day  from  12  to 
1  P.m.  and  from  5  to  6  p.m„  she  was  able  to  pick  up  the  threadTnf  ,h! 

and  "neck^a re  ^mplo vi mr  77 T  T  °f  '«« 

fifty  workers  P  ^ "g  *  Staff  Wh,ch  was  ^dually  increased  to 

Ma77i^7777"7Mth77efiTs  t'';hce  ,f7  7early  eleven  years’ 

of  1938  Yvonne  was  admitted  ,  u  the ,last  five  >’cars.  In  the  summer 

dix  abscess.  In  1944  she  came  toTf"'3  and  °perated  on  for  an  appen- 

said  she  was  pregnant  this  het  °  me’  a,K  sonrewhat  shamefacedly 
Pregnant,  this  being  contrary  to  my  advice.  However 
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all  went  well  and  in  September  1945  a  man  child  was  born  who  is  now 
a  healthy  boy  of  nine  years  of  age,  and  his  mother  suffered  no  ill 
effects  from  this  contretemps. 

As  the  left  lung  was  allowed  to  re-expand  a  little  fluid  exuded  at  the 
base  and  eventually  a  layer  of  thickened  pleura  formed  over  the  axillary 
region  of  the  left  lung.  The  whole  of  the  left  lung  which  was  visible 
was  studied  with  calcified  foci,  and  calcified  foci  were  also  present  in 
the  upper  two-thirds  of  the  right  lung,  showing  how  much  more 


Fig.  36.  Calcified 
foci  in  lungs. 


widely  disseminated  the  tuberculous  lesions  may  be  in  the  lung  than 
the  earlv  X-ravs  or  the  physical  signs  suggest  (see  rig.  5  )• 

When  l  last  saw  Yvonne  in  1954  she  and  her  husband  were  perfectly 
.11  1  think  this  patient  did  so  well  because  she  was  remarkably 

“a,  <U>  ~ 
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settled  down,  and,  in  spite  of  absolute  rest,  quite  enjoyed  myself.  On 
going  to  the  sanatorium  I  had  a  set-back  and  was  very  distressed,  but 
with  the  pneumothorax  treatment  I  was  soon  on  the  road  to  recovery. 
I  had  no  previous  experience  of  tuberculosis  and  listened  with  mixed 
feelings  to  people  who  stated  you  never  would  be  cured.  There  was  one 
other  thought  predominant  in  the  early  days,  that  perhaps  I  would  be 
unable  to  enjoy  the  blessings  of  a  family.  The  separation  from  my 
husband  was  the  most  unbearable  part  of  the  illness.” 


Thelma.  Aet  27.  Journalist. 

I  was  first  asked  to  see  Thelma  in  September  1935.  For  the  last 
two  years  she  had  been  grossly  overworking,  seven  days  a  week,  and 
often  all  day,  and  sometimes  until  2  or  3  a.m.  During  this  time  she 
suffered  from  a  cough  and  frequently  brought  up  small  quantities  of 
blood,  at  times  waking  to  find  blood  in  her  mouth,  but  she  paid  no 
attention  to  it  and  sought  no  medical  advice.  In  the  spring  of  1935 
she  had  an  attack  of  bronchopneumonia  and  was  away  from  work 
for  seven  weeks.  Just  before  I  was  consulted  Thelma  felt  very  weak 
and  ill  and  had  an  attack  of  bronchitis.  An  examination  of  the  sputum 
showed  the  presence  of  tubercle  bacilli,  and  I  found  extensive  signs 

of  tuberculosis  throughout  the  left  lung,  with  a  deposit  at  the  apex  of 
the  right  lung. 

Thelma  was  a  harum-scarum  girl,  living  in  a  cottage  in  the  country 
with  her  sister,  and  coming  up  to  town  every  day  to  work.  In  her  snare 

*  WhaVery  indulged  in  horse‘r>ding  and  exerdsed 

the  dog  She  had  a  mop  of  dark  hair,  which  was  never  tidy  nor  covered 

with  a  hat,  she  was  small  of  stature,  slim,  restless,  sanguine  in  tem- 
perament  and  entirely  careless  of  her  health. 

I  was  able  to  arrange  for  her  admission  to  hospital  in  a  week  or  so 

Messrs  * 

the  superintendent  which  rather  J  received  a  letter  from 

ss  toThbee  'tuKir  ,rk  atdifferent 

pneumothorax?  I  replied  that  1  re  C7Pt  t0  .establish  an  artificial 

fortunately  an  excellent  collapse  of  to Teft  °f  this‘  a"d 

pleural  adhesions.  Five  months  I  m  1  ,lg  W3S  obtained>  with  no 

cauterized,  was  pronounced  to  be  hta  ed  the^"*/  Whidl  had  been 

°e  nealed,  the  sputum  was  free  from 
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tubercle  bacilli,  the  temperature  was  normal,  the  pneumothorax  had 
been  satisfactorily  maintained,  and  the  patient  was  taking  walking 
exercise. 

On  leaving  the  sanatorium  she  was  told  to  continue  the  pneumo¬ 
thorax  refills  in  London  and  to  begin  part  time  work  a  month  later. 
She  disregarded  the  latter  advice  and  within  a  week  of  returning  home 
was  doing  full  time  work  as  a  journalist,  often  working  until  10  p.m. 
During  the  next  year  she  led  a  very  strenuous  life,  although  always 
saying  she  felt  very  tired,  in  her  spare  time  she  was  riding  and  jumping. 
I  continued  the  refills  until  the  summer  of  1942  when  the  lung  was 
expanding  spontaneously,  following  a  severe  car  accident  in  which  she 
suffered  from  concussion  with  fracture  of  two  ribs  on  the  left  side. 


Subsequently  pleural  adhesions  formed  at  the  site  of  the  fracture  and 
it  was  not  possible  to  maintain  a  satisfactory  collapse  of  the  lung. 

When  I  last  examined  Thelma  in  the  spring  of  1954  many  calcified 
foci  were  seen  in  the  X-ray  film  in  both  lungs  and  there  was  no  evidence 
of  active  disease.  The  account  which  she  gave  of  her  reactions  to  the 
illness  is  not  devoid  of  interest. 

“  i  do  not  remember  being  particularly  shocked  when  the  doctor 
at  home  told  me  1  had  developed  tuberculosis.  I  just  did  not  believe 
him.  I  had  no  idea  I  was  as  ill  as  I  was,  but  I  felt  l  was  going  mad. 
When  you  confirmed  the  diagnosis  I  was  almost  relieved.  I  was  not 
going  mad  and  I  could,  for  a  time,  give  up  the  day  to  day  struggle 
which  had  got  completely  beyond  me.  I  do  not  think  1  ever  considered 
dying.  I  certainly  was  not  frightened.  I  do  remember  being  most 
reassured  by  your  very  matter-of-fact  attitude.  You  said  1  should  be 
all  right  and  I  believed  you.  The  doctor  at  home  said  so  too,  but  he 
was  so  obviously  distressed  about  me  that  I  was  sure  he  did  not  mean 
it.  I  enjoyed  my  stay  in  hospital.  I  had  never  been  in  hospital  before 
and  it  was  an  experience.  It  was  wonderful  not  to  do  anything  at  al 
and  to  be  encouraged  not  to  do  it.  I  liked  hearing  the  life  stories  ol 
the  other  patients.  They  had  all  been  at  it  for  years  and  years  and  made 
me  tel  l  must  be  there  under  false  pretences.  The  s.rugg  e  for  me 
began  at  the  sanatorium;  I  was  cut  off  from  my  friends  but  I  took  my 
treatment  with  as  good  grace  as  I  could  and  the  better  I  got  the  more 
sict tnd  tired  1  became  of  the  whole  thing.  When  I  went  home 

missed  the  security  of  sanatorium  life.  There  was  more  tf'myself 
,  ,,  n,. in  the  first  year  or  so  when  1  am  sure  1  could  have  let  mysen 

get  ill  enough  t0  Sll  over  again.  I  didn't  because  1  simp  y  had 
fo  go  on  earning  my  living  and  because  I  received  ^absolutely 
sympathy  at  your  hands  if  l  arrived  with  a  tale  ot  woe. 


Jan.  Aet  27.  Independent  means. 

This  young  man  served  in  the  Polish  Army  during  the  second  worl 
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war,  and  thinks  he  contracted  tuberculosis  in  Russia.  The  disease 
was  discovered  in  May  1946  while  in  the  army  in  Italy.  He  had  always 
been  very  thin,  and  for  the  past  year  had  not  felt  well,  although  the 
regimental  medical  officer  found  nothing  wrong  with  his  lungs.  He 
was  eventually  sent  to  an  army  hospital  where  he  was  examined  by  a 
specialist  and  the  diagnosis  was  established.  He  was  sent  to  Paris 
for  five  months  and  an  X-ray  taken  in  March  1947  showed  infiltration 
in  the  upper  two-thirds  of  the  left  lung  and  in  the  upper  third  of  the 
right  lung. 


I  first  examined  Jan  in  May  1947,  he  was  very  thin,  5  ft.  7  in.  in 
height,  he  weighed  8  st.  7  lb.  (clothed).  His  ears  were  very  prominent, 
standing  out  like  flaps  from  the  side  of  his  head,  his  cheek  bones  were 
high,  his  nose  aquiline,  and  both  lips  protruded.  Below  the  lower  lip, 
and  separated  by  a  deep  groove,  the  lower  jaw  jutted  out  squarely  and 
somewhat  aggressively.  I  found  him  somewhat  inclined  to  be  irritable 
with  a  choleric  temperament,  but  he  had  a  good  sense  of  humour. 

The  sputum  contained  tubercle  bacilli  and  there  were  extensive 
signs  of  tuberculosis  in  both  lungs,  although  no  cavity  was  seen  on 
X-ray  examination.  Jan  went  now  to  Switzerland  for  treatment 
first  at  one  sanatorium  and  then  at  another.  His  condition  gradually 
deteriorated  as  a  cavity  formed  at  the  apex  of  the  left  lung  and  even¬ 
tually,  m  October  1948,  a  left  thoracoplastic  operation  was  performed 
with  very  good  results,  the  cavity  being  obliterated.  The  chest  showed 
a  cons.derabJe  degree  of  scoliosis,  with  the  concavity  of  the  curve 
to  the  right,  rather  a  poor  result  from  the  cosmetic  aspect,  but  there 
was  some  scoliosis  present  before  the  operation. 

When  I  next  examined  Jan  in  August  1949  I  found  no  signs  of 
active  disease  The  doctor  at  the  first  sanatorium  described  his  tern 

une  guerison  clin^  atc°d™, T™  * 
atteints  d’une  grave  tubercuW  hit ,  ,  ,es’  Les  poumons 

grosse  caverne  du  £mm« gauche ^  *vec  >res 

timeDSf„eS,KKoJrth<,^t  3  CrDSiderab'e  3mount  of: his 

wife  whom  he  had  met  in  a  sanatorium™^  W"h  h'S  English 

pulmonary  tuberculosis  and  was  beinc  treated  Ihh  l *  from 

thorax.  Together  they  rested  and  *  n  •  T,  r  " |  art,fic,al  Pneumo- 

sufficient  means  to  free  them  from  anv  '  qU'et  lfe’  being  b,essed  with 

gained  strength  and  wa abl  to  ,2  moT^ ' Ja"  dually 
periodically,  the  last  time  bd„l  i‘  19,7°  H  nu'86'  ‘  eXamined  him 
still  be  heard  over  the  upper  part  of  both'f  3  thoagh  fine  fales  could 
recrudescence  of  activity.  Ja„  wrote  to  me^^WheTthT'ubercuTo^ 
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was  diagnosed  I  read  the  diagnosis  in  Latin  on  the  army  form.  It  was 
a  great  shock  to  me,  as  I  thought  I  was  going  to  die.  When  I  was 
sent  to  a  sanatorium  in  Switzerland  I  was  much  relieved  and  just  gave 
myself  up  to  resting.” 

The  sanatorium  doctor,  however,  appeared  to  take  a  different 
view  of  the  patient’s  willingness  to  rest. 

Norman.  Aet  29.  Proprietor  ladies’  blouse  factory. 

Norman  is  the  husband  of  Yvonne,  whose  case  I  have  described 
above.  After  his  wife  went  to  hospital,  suffering  from  pulmonary 
tuberculosis,  he  felt  run  down,  and  for  the  three  months  before  I  saw 
him,  in  August  1936,  noticed  pains  in  the  front  and  back  of  the  chest. 
One  sunny  day,  when  visiting  his  wife,  he  became  overheated  walking 
quickly  from  the  station  to  the  sanatorium,  a  distance  of  some  two 
miles.  A  few  days  later  he  felt  “  queer  ”  and  consulted  his  general 
practitioner,  who  referred  him  to  the  tuberculosis  officer.  After 
being  examined  he  was  told  that  he  had  a  “  chill  coming  on,”  and  two 
days  later  he  developed  “  a  thoroughly  bad  cold,”  sweated  violently, 
and  was  in  bed  for  two  days.  He  then  went  away  for  the  week-end, 
although  still  suffering  from  the  “  cold,”  and  took  violent  walking 
exercise  to  “  sweat  it  out.”  The  cold  abated  but  was  followed  by  a 
considerable  amount  of  coughing,  which  continued  for  two  weeks. 
The  next  event  was  a  small  haemoptysis,  just  a  trace  of  blood  in  the 
sputum  on  one  occasion,  with  a  repetition  two  days  later.  Feeling 
thoroughly  worried  now  and  anxious,  he  consulted  me,  and  I  found, 
as  I  expected  from  the  history,  signs  of  pulmonary  tuberculosis. 
Despite  the  fact  that  his  wife  was  in  a  sanatorium,  before  my  examina¬ 
tion  his  chest  had  not  been  X-rayed  and  his  sputum  had  not  been 
tested  for  tubercle  bacilli.  I  took  a  film  of  his  chest,  which  showed 
evidence  of  infiltration  at  the  right  apex,  with  calcified  nodes  in  both 
root  areas,  and  the  sputum  contained  tubercle  bacilli.  , 


l  (11  vd'j  dllVJ-  Lllv  ^  p  lit*  J 

Wnrm.n  was  in  a  state  of  deep  depression.  He  was  a  dark  haired 
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strictly  observing  two  rest  hours  each  day,  and  spending  the  greater 
part  of  the  week-ends  in  bed.  Everything  went  off  very  satisfactorily, 
and  I  continued  the  pneumothorax  for  ten  and  a  half  years,  the  refills 
being  gradually  spaced  out  to  five  or  six  weeks.  When  the  lung  had 
re-expanded  the  X-ray  film  showed  that  the  lesion  on  the  right  side 
had  healed  by  calcification  and  a  few  calcified  foci  were  apparent  in 
the  upper  and  middle  zones  of  the  left  lung. 

Norman  recounted  to  me  his  reactions  to  the  illness  as  follows: 

When  I  first  realized  that  my  wife  was  ill  I  was  very  worried  that  no 
definite  quality  could  be  given  to  her  illness.  As  you  will  remember 
she  saw  various  physicians,  and  it  was  not  until  she  had  a  haemorrhage 
and  then  came  to  see  you  that  any  definite  diagnosis  was  made.  I  was 
very  despondent  and  had  grave  doubts  regarding  her  recovery.  I 
myself  felt  unwell  and  the  mental  gloom  of  those  early  days  seemed 
to  make  me  feel  very  much  worse.  When  my  tuberculosis  was  diagnosed 
my  depression  was  absolute.  I  felt  that  things  could  not  possibly  get 
worse.  After  my  pneumothorax,  things— mental  things— began  to 
improve.  My  past  existence  had  been  left  behind,  and  having  reached 
otal  depression  I  felt  that  things  could  only  improve.  I  knew  that 
the  environment  of  our  early  married  life  had  had  a  lot  to  do  with  the 
illness,  and  that  at  all  costs  this  had  to  be  changed.  This  we  decided 

wndL°HferiWeJef!  h0Spital  and  Started  a  new  system  of  living  We 
worked  fairly  hard  and  worried  about  work,  but  the  rest  of  the  time 

was  spen  as  much  as  possible  in  resting  and  paying,  as  it  were  homaee 

to  our  illness.  I  must  say  that  we  were  not  miserable  about  ft  I  t 

*  °n  thG  Wh°Ie  and  We  —  inclined  ^see  "much 


James.  Aet  30.  Insurance  agent. 

“  says  s  st » - «' » ^  ivs.'s; 

sweating,  slightly  cyanosed,  with  the  a^nas^  Pat'ent.  very  iU>  Pale, 
was  intensely  apprehensive  aTnervou  One  aCtion'  He 

the  presence  of  tubercle  bacilli  Tn  oHhv  °ne  sputum  test  had  shown 
tuberculosis  affect.nglhe  u^r  third  o^T^  **  ^  eV,dence  °f 

an  effusion  at  the  left  base ?P  f  h  ung’  there  were  signs  of 

if  Jrr wouw 

tuberculosis,  so  I,  somewhat  weakw  r  '  t0W  that  he 

for  his  admission  to  a  general  hosp^l  C°^r,?m,sed  a"d  arranged 

~d  -  -2.tr;  rs  ,r 
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culosis  was  written,  and,  when  1  saw  him  shortly  after,  he  was,  and  1 
think  justifiably,  very  resentful  of  the  manner  in  which  he  had  been 
treated.  1  did  my  best  to  appease  his  anger  and  allay  his  fears.  This 
illustrates  what  I  have  said  before,  how  foolish  it  is  to  try  and  conceal 
from  a  patient  the  diagnosis  of  tuberculosis,  once  it  has  been  definitely 
established. 

The  X-ray  film  of  the  chest  showed  evidence  of  the  exudative  type 
of  tuberculosis  affecting  the  upper  third  of  the  right  lung,  and  the 
upper  two-thirds  of  the  left  lung.  There  was  also  a  cavity  in  the  middle 
zone  of  the  left  lung,  and  at  the  left  base  pleural  adhesions  and  a  little 
fluid. 

James  was  very  unhappy  in  hospital,  and,  after  two  weeks,  at  his 
own  request,  was  moved  into  a  nursing  home,  where  I  saw  him  again 
in  the  middle  of  February  1944.  He  was  now  calm  and  feeling  very 
much  better,  for  the  temperature  had  been  normal  for  three  weeks. 
Clinically  there  were  signs  of  excavation  at  back  of  the  left  lung,  just 
below  the  angle  of  the  scapula,  but  a  recent  film  of  the  chest  showed 
further  spread  of  the  infiltration,  so  that  the  upper  two-thirds  of  the 
right  lung  were  now  involved. 

"  A  week  or  so  later  James  was  moved  by  ambulance  to  a  country 


cottage  belonging  to  a  relative,  where  he  was  to  be  kept  in  bed  and 
nursed  by  his  devoted  wife.  All  this  appeared  unsatisfactory  and 
rather  playing  at  treatment,  as  he  would  not  be  under  the  constant 
supervision  of  a  doctor  skilled  in  the  treatment  of  tuberculosis,  and  there 
would  be  no  facilities  for  serial  examinations  by  X-ray  of  his  lungs. 
His  doctor,  however,  assured  me  that  his  disposition  was  such  that 
he  could  not  tolerate  hospital  or  sanatorium  regime,  and  the  only  way 
in  which  his  mind  could  be  kept  comparatively  at  rest  was  by  allowing 
him  to  be  looked  after  by  his  wife.  I  agreed  with  this,  for  in  my 
experience,  those  who  do  not  achieve  mental  rest  and  resignation 
during  a  long  illness  will  take  longer  in  recovering  and  are  more  prone 

to  set-backs  than  are  their  more  tranquil  brethren. 

The  local  doctor  under  whose  care  he  was  placed,  reported  at  the 
end  of  March  that  satisfactory  progress  was  being  made.  James 
had  no  cough,  no  sputum  and  a  normal  temperature.  He  added. 
“  I  think  he  is  doing  very  well.  His  surroundings  are  ideal.  1  ha 
warned  him  that  he  must  make  up  his  mind  to  three  months  of  rest 
though  I  propose  to  put  him  outside  for  some  sunbathing  as  soon 

the  weather  permits.  His  wife  is  a  born  nurse. 

I  agreed  with  the  last  sentence.  She  certainly  is  a  born  nur  . 
She  hat  looked  after  him  most  devotedly  throughout  his  illness,  his 
convalescence,  and  his  subsequent  return  to  work.  1  replied  to  the 
doctor  asking  that  the  patient  should  not  be  allowed  to  sunbat  , 
explaining^  that  it  is  considered  to  be  harmful  in  cases  of  pulmonary 
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tuberculosis.  I  wrote  this  because  I  felt  very  strongly  that  to  expose 
the  naked  body  to  the  sun  involves  a  grave  risk  of  spreading  or  reacti¬ 
vating  the  disease,  and  of  provoking  a  haemoptysis. 

Three  days  later  James  developed  a  small  ischio-rectal  abscess 
which  was  opened  under  pentothal  anaesthesia,  and  about  the  end  of 
June  he  was  examined  by  the  superintendent  of  a  neighbouring  sana¬ 
torium.  The  superintendent  reported  that  the  original  cavity  in  the 
left  lung  had  closed,  but  two  new  cavities  had  appeared  on  the  same 
side,  and  he  advised  that  the  patient  should  spend  a  year  in  the  sana¬ 
torium  where  some  form  of  collapse  treatment  could  be  given.  He 
concluded  that  if  the  patient  did  not  undergo  sanatorium  treatment 
he  would  probably  drag  on  as  a  chronic  consumptive  for  some  years 
and  that  the  prognosis  under  ordinary  conditions  was  bad. 

This  report  caused  James  considerable  distress,  as  he  thought  he 
was  making  good  progress,  and  he  bluntly  refused  to  take  the  pro¬ 
fessional  advice.  Despite  the  gloomy  prognosis  he  was  clinically 
much  better,  for  he  had  put  on  weight,  had  no  cough  or  sputum,  and 
was  taking  a  little  walking  exercise. 


I  saw  the  patient  again  in  the  autumn  of  1944,  on  his  return  from 
the  country.  He  had  gained  three  stones  in  weight  and  was  feeling 
very  we  I.  The  sedimentation  rate  of  the  red  cells  was  normal,  but  the 
X-ray  film  of  the  chest  still  showed  the  cavity  in  the  left  lung,  although 
it  was  a  little  smaller.  This  unclosed  cavity  was  a  source  of  danger 
and  a  menace  to  his  future  health.  James  now  returned  to  work,  at 
rst  "O  and  a  halfdays  a  week,  gradually  increasing  during  the  next 

stHct!°  "r  dayS  3  W£ek'  1  lmPressed  uP°n  him  the  necessity  of  always 
strictly  observing  a  rest  hour  from  5.30  to  6.30  p.m.,  during  which  he 

was  to  he  on  his  bed,  completely  relaxed,  and  do  nothing. 

the  left  phrenic  nerve  should  be  avulsed  The  left  HJo  u  thdt 

thereby  paralysed  and  raised  2  in.  above  the  level  of  he  WaS 

but  the  cavity,  although  reduced  in  size,  dTd  not  c  ose  n?,P  "T 
next  two  years  James  ren-m  inert  Qt  i  .  ose.  During  the 

With  no  clinical  evTdence  of  achvitv  Th  ^  Set'back'  and 

red  cells  was  normal,  but  in  the  autumn  0^948™^"?"  r3te  °f  ^ 

uZllnTT*?  oiftV oz- of  ®  «KT any  warnmg’ 

Of  the  wall  of  the  cavity  appeared  to  be*  "“h  day,when  lhe  lower  half 

some  blood  Cot.  For^S  ftw  weekTthe  nahem’  dUe  to 

running  a  slight  temperature  and  comp,^ 
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walking.  The  dyspnoea  became  worse,  and  the  next  summer  another 
chest  specialist  was  consulted  who  considered  there  was  a  large  func¬ 
tional  element  and  advised  breathing  exercises.  I  was  opposed  to 
this  form  of  treatment  for  fear  of  activating  or  spreading  the  disease, 
and  advised  that  the  amount  of  walking  should  be  gradually  increased, 
and  so  the  exercise  tolerance  improved. 

Early  next  year  James  said  that  he  felt  very  well,  and  a  different 
creature  from  twelve  months  before.  The  breathing  had  improved, 
the  sedimentation  rate  of  the  red  cells  was  normal,  and  the  cavity 
could  no  longer  be  definitely  seen  in  the  X-ray  film.  Three  months 
later  I  was  urgently  sent  for  to  see  him.  He  was  suddenly  seized  with 
an  intense  frontal  headache,  aching  limbs,  pains  on  moving  the  eyes, 
a  temperature  of  104°  to  105°  F.,  and  sweating.  His  doctor  feared 
meningitis,  but  fortunately  there  were  no  signs  of  involvement  of  the 
central  nervous  system.  The  clinical  picture  suggested  an  acute 
influenzal  attack,  and  the  temperature  fell  to  normal  a  few  days  later. 
Three  weeks  after  the  onset  of  this  acute  illness  the  sedimentation  rate 
of  the  red  cells  was  normal,  and  the  X-ray  film  of  the  chest  showed 
no  spread  of  the  tuberculosis. 

James  remained  comparatively  well  for  the  next  two  years,  going 
abroad  for  holidays,  but  never  being  able  to  walk  fast,  or  up  hills, 
on  account  of  shortness  of  breath.  This  became  progressively  worse 
and  when  I  last  examined  him  in  the  spring  of  1954,  although  always 
of  a  melancholic  temperament,  he  now  looked  more  anxious  and 
apprehensive,  and  was  noticeably  dyspnoeic  on  dressing.  I  compared 
the  latest  X-ray  film  with  that  taken  six  years  previously,  the  most 
important  feature  being  that  the  original  circular  cavity  situated  in  the 
left  mid  zone  could  no  longer  be  seen.  The  phrenic  avulsion  did  there¬ 
fore  appear  to  have  achieved  its  object.  There  were  now,  however, 
numerous  small  translucent  areas  in  the  left  lung  and  in  the  upper 
lobe  of  the  right  lung  suggestive  of  small  bronchiectatic  spaces.  The 
elevation  of  the  root  shadows  on  each  side  and  the  abnormally  vertical 
course  downwards  from  the  root  areas  of  the  vascular  shadows,  indi¬ 
cated  fibrotic  changes  in  both  upper  lobes,  but  the  trachea  was  central, 
and  the  heart  only  slightly  displaced  to  the  left.  The  most  unfavourab  e 
feature  was  the  complete  absence  of  evidence  of  calcification  after  a 

JameTreported  his  reactions  to  the  disease  by  saying:  “  The 
discovery  of  the  nature  of  my  illness  gave  mean  awful  shock  I  had 
thought  of  tuberculosis  before  I  was  ill,  but  did  not  think  I  had 
it  came.  1  used  to  dread  your  coming  to  see  me  in  the  hospital  in  case 
you  found  anything  worse.  I  did  not  worry  as  soon  as  went ^  ome 
and  my  wife  looked  after  me.  The  tuberculosis  has  affected  my  life 
chiefly  by  the  shortness  of  breath.  I  notice  this  on  stairs.  It  has  n 
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affected  me  financially  or  professionally.  I  owe  my  recovery  largely 
to  my  wife.” 

This  touching  tribute  is  very  true.  But  what  of  the  future?  The 
likelihood  is  that  further  fibrotic  changes  will  take  place  in  the  lungs, 
with  increasing  shortness  of  breath,  and  the  possibility  of  recurrent 
haemoptysis.  In  some  ways  the  case  resembles  that  of  Albert,  described 
above,  but  the  disease  here  remained  localized  to  the  lungs. 


Piero.  Aet  30.  Restauranteur. 


Piero  was  brought  to  see  me  by  his  Italian  doctor  in  September 
1945.  Of  medium  height,  pale,  with  dark  hair  and  hazel  eyes,  he 
was  normally  of  a  sanguine  temperament,  but  for  the  last  few  months 
had  been  feeling  very  tired  and  depressed.  He  had  also  lost  over  a 
stone  in  weight,  and  was  troubled  with  a  cough,  expectoration,  and 
night  sweats. 

The  general  practitioner  told  me  that  earlier  in  the  year  Piero  had 
been  examined  at  a  London  hospital,  when  the  X-ray  film  of  the  chest 
was  reported  to  be  normal,  and  no  tubercle  bacilli  were  found  in  the 
sputum.  He  added,  This  man  is  under-weight  and  emaciated.  Both 
lungs  are  full  of  catarrh,  but  I  can  find  no  difference  in  resonance 
between  the  right  and  left  side.” 

I  found  definite  signs  of  pulmonary  tuberculosis,  and  the  X-ray 
film  showed  infiltration  with  cavitation  in  the  unner  third  nf  th* 


me  sanatorium  the  patient 


was  put  through  a  full  course  of 
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graduated  exercises  which  included  digging  and  cutting  down  trees, 
and  on  returning  home  in  January  1947  he  resumed  part-time  work 
in  the  restaurant.  L  continued  the  refills  for  another  three  months 
when  it  was  no  longer  possible  to  find  a  pleural  space,  and  the  lung 
rapidly  expanded.  Piero  married  in  the  following  April,  having 
postponed  his  wedding  for  fourteen  months  owing  to  his  illness,  and 
in  1950  his  wife  bore  him  a  baby  girl  who  has  remained  in  good  health. 
1  have  seen  Piero  periodically  since  then  every  six  months.  The  X-ray 
films  of  the  lungs  show  that  the  lesions  have  healed  by  calcification, 
and  the  patient  is  leading  a  normal  life.  And  this  is  how  he  described 
his  reactions  to  the  illness: — 

“  I  was  very  upset  when  I  was  told  I  had  tuberculosis  as  I  was  going 
to  be  married.  I  was  very  depressed  and  was  afraid  of  treatment  as 
I  had  heard  various  alarming  tales.  After  about  three  weeks  in  hospital 
I  did  not  worry  as  1  had  confidence  in  my  doctor.  I  am  naturally  of  a 
cheerful  disposition  and  I  liked  the  sanatorium  very  much.  The 
illness  has  not  really  interfered  with  my  life." 


Stannis.  Aet  30.  Farmer. 


One  evening  in  1945  a  doctor  in  London  telephoned  me  to  enquite 
whether  I  could  arrange  for  a  relation  of  his  by  marriage  to  be  admitted 
to  a  hospital  under  my  care.  He  told  me  that  the  patient  was  a  Pole, 
who  had  been  invalided  from  the  Polish  forces  in  Europe  on  account 
of  pulmonary  tuberculosis,  and  who  had  eventually  arrived  at  a 
sanatorium  in  Scotland.  He  was  apparently  making  no  progress 
after  months  of  treatment,  the  disease  was  still  active,  and  he  was  very 


1  saw  Stannis  for  the  first  time  early  in  June  1945  after  his  admission 
to  hospital  in  London.  He  was  a  man  of  magnificent  physique  over 
6  ft  in  height,  with  a  well  formed  chest,  but  weighing  now  only  12  st., 
a  stone  and  a  half  below  his  normal  weight.  He  was  the  last  person 
one  would  expect  to  develop  pulmonary  tuberculosis.  While  serving 
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later;  after  this  the  sedimentation  rate  fell  to  25  mm.  plasma/1  hour 
and  the  disease  on  the  left  side  appeared  to  be  satisfactorily  con¬ 
trolled  with  the  pneumothorax  refills.  There  was  still,  however, 
activity  on  the  right  side,  and  so,  after  another  four  weeks,  the  right 
phrenic  nerve  was  crushed.  A  satisfactory  paralysis  and  elevation 
of  the  right  side  of  the  diaphragm  was  obtained,  and  the  sedimentation 
reading  fell  to  16  mm./l  hour.  The  sputum  was  now  free  from 
tubercle  bacilli  and  in  a  short  time  the  patient  was  allowed  to  get  up 
by  easy  stages,  leaving  hospital  for  the  sanatorium  early  in  October. 

Stannis  stayed  at  the  sanatorium  for  five  months,  going  through 
the  routine  course  of  graduated  exercises.  His  progress  was  inter¬ 
rupted  by  the  development  of  a  small  pleural  effusion  on  the  left  side, 
which  resulted  in  partial  obliteration  of  the  pneumothorax.  On 
leaving  the  sanatorium  he  began  part-time  work  on  a  farm,  super¬ 
vising  only,  for  he  had  taken  a  University  degree  in  agriculture.  I 
examined  him  again  in  May  1946  when  he  appeared  very  well,  with  a 
normal  sedimentation  rate  of  the  red  cells,  no  cough  and  no  expectora¬ 
tion,  and  sixteen  months  later  the  pneumothorax  refills  were  dis¬ 
continued.  Since  then  I  have  examined  him  periodically  every  six 
months,  the  last  visit  being  in  April  1954.  He  has  had  no  set-backs 
and  does  a  hard  day’s  work  involving  manual  labour  as  well  as  super¬ 
vision  of  others.  The  lesions  in  both  lungs  are  only  now  beginning 
to  show  evidence  of  calcification. 


Stannis  reported  his  reactions  to  his  illness  as  follows:  “  1  remem¬ 
ber  very  clearly  when  the  regimental  medical  officer  told  me  I  had 
contracted  pulmonary  tuberculosis;  my  first  thought  was  how  long 
wi  it  take  to  get  well  again?  At  the  same  time  I  could  not  believe 
ha  I  of  all  people  had  got  tuberculosis.  I  am  absolutely  sure 
at  the  worst  part  of  the  illness  was  the  haemorrhage;  that  had  the 
worst  effect  on  me.  The  first  few  hours  after  I  started  spitting  blood 
I  was  m,  I  would  call  it,  a  shock  condition,  nearly  every  mu  self  in  mv 
body  was  shaking.  During  the  first  part  of  my  illness  hi  the  Scottish 
sanatorium  I  did  not  believe  I  could  get  well,  not  having  seen  one 
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sputum,  and  about  three  weeks  before  admission  to  hospital  he  coughed 
up  a  small  amount  of  blood.  This  was  followed  two  weeks  later  by  a 
profuse  haemoptysis  of  over  two  pints,  and  early  in  1934  he  was  taken 
into  hospital  under  my  care.  I  found  diffuse  signs  of  tuberculous 
infiltration  throughout  the  right  lung,  the  sputum  contained  tubercle 
bacilli,  the  temperature  was  raised,  and  the  sedimentation  rate  of  the 
red  cells  was  increased  to  38  mm.  per  cent  plasma/1  hour.  An  X-ray 
film  of  the  chest  showed  evidence  of  tuberculous  infiltration  in  the 
upper  and  middle  zones  of  the  right  lung,  the  left  lung  appeared  to  be 
normal. 

A  right  artificial  pneumothorax  was  easily  induced,  but  the  subse¬ 
quent  X-ray  examination  revealed  an  irregular  collapse  of  the  lung 
owing  to  axillary  and  apical  adhesions.  Walter  made  good  clinical 
progress  in  hospital  and  in  June  1934  went  to  a  sanatorium  for  three 
months.  On  discharge,  in  September  1934,  the  artificial  pneumo¬ 
thorax  was  still  being  maintained,  the  sputum  contained  no  tubercle 
bacilli,  the  sedimentation  rate  of  the  red  cells  was  normal,  and  the 
patient  was  walking  six  miles  a  day. 

I  next  saw  Walter  at  the  end  of  November  1934.  He  had  been 
doing  full-time  work  for  the  last  month,  having  weekly  pneumothorax 
refills  at  hospital.  Two  days  before  seeing  me  he  had  what  appeared 
to  be  an  influenzal  attack,  with  fever  and  muscular  aching.  I  found, 
however,  that  the  sputum  once  more  contained  tubercle  bacilli,  and 
the  sedimentation  rate  of  the  red  cells  had  risen  to  18  mm.  per  cent 
plasma/ 1  hour.  The  lung  was  inadequately  collapsed  by  the  pneumo¬ 
thorax  and  there  was  a  trace  of  fluid  at  the  base.  1  arranged  once 
more  for  his  admission  to  hospital  under  my  care  in  order  to  establish 
a  better  collapse  of  the  lung  by  giving  larger  refills.  After  two  months 
in  hospital  his  condition  was  much  improved,  the  lung  was  well 
collapsed  although  there  was  still  an  apical  adhesion,  and  he  now 
decided  to  come  to  me  for  refills.  For  the  last  nineteen  years  I  have 
continued  the  refills,  apart  for  a  period  of  about  two  years,  when  his 
work  took  him  to  the  north  of  England.  During  this  time  he  has 
really  kept  very  well,  in  1942  he  was  troubled  with  his  ear  and  a  mastoid 
operation  was  performed,  periodically  he  had  a  return  of  gastric 
symptoms,  but  the  barium  meal  examinations  were  normal;  and  at 
times  he  became  worried  and  nervy  and  was  told  by  his  general  practi¬ 
tioner  he  had  a  nervous  breakdown.  The  chest  has  given  rise  to  no 
anxiety  and  the  refills  are  now  spaced  out  to  an  interval  of  five  weeks. 
There  is  an  apical  band  of  adhesions  so  that  the  upper  lobe  is  little 
collapsed,  but  the  middle  and  lower  lobes  are  well  deflated.  There  is 
no  X-ray  evidence  of  healing  by  calcification,  and  the  pleura  is  much 
thickened.  It  is  probable  that  if  the  artificial  pneumothorax  were 
abandoned  there  would  be  very  considerable  displacement  ot  the 
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mediastinum  to  the  right  as  the  air  became  absorbed,  and  very  little 
expansion  of  the  lung  would  occur.  This  would  be  likely  to  cause 
serious  dyspnoea,  whereas,  with  the  inconvenience  of  about  ten  refills 
a  year,  he  suffers  no  respiratory  distress  and  is  able  to  walk  as  much 
as  twelve  to  fifteen  miles  a  day  on  his  holidays. 

Walter’s  temperament  is  melancholic;  he  always  comes  into  my 
room  with  a  gloomy  look  and  seems  pleased  if  I  say  he  appears  tired. 
When  I  weigh  him  he  steps  on  to  the  scales  very  slowly  and  carefully, 
with  his  eyes  fixed  on  the  arm  of  the  balance.  If  I  tell  him  he  has  lost 
a  pound  in  weight  he  appears  pleased,  as  if  it  justified  his  feeling  of 
fatigue.  If  he  has  gained  a  pound  he  finds  some  reason  for  it,  such  as 
heavier  clothes  or  larger  meals,  or  more  rest. 

A  few  weeks  ago  I  asked  Walter  how  the  tuberculosis  had  affected 
him.  He  replied :  “  When  my  illness  began  with  haemoptysis  I  was 
not  very  upset,  as  I  half  suspected  what  the  trouble  was  before.  I  had 
not  been  feeling  well  for  two  years  and  had  many  colds.  Both  my 
wife’s  brothers,”  he  added,  “  had  tuberculosis  and  both  died.  I  slept 
with  the  elder  brother  on  a  visit  to  his  home.  When  I  was  in  the  sana¬ 
torium  a  patient  who  was  pretty  bad  told  me  to  abandon  all  ambition, 
and  I  accepted  it.  I  was  not  unduly  depressed,  but  I  got  attacks  of 
depression  which  I  do  not  have  now.  My  illness  has  handicapped 
me  at  my  work  and  this  has  produced  subconscious  worry.  I  wondered 
whether  I  could  hold  my  job.  I  always  enjoyed  coming  for  my  refills.” 


Gertrude.  Aet  33.  Housewife. 

I  was  called  out  to  see  this  patient  early  in  January  1937,  as  she 
had  been  taken  ill  four  weeks  previously  with  what  was  thought  to  be 
an  attack  of  influenza.  At  the  onset  there  was  pain  over  the  base  of  the 
right  lung,  with  night  sweats  and  high  fever,  and  on  one  occasion  a 
slight  haemoptysis.  When  I  visited  Gertrude  the  temperature  had  been 
norma]  for  two  days  and  she  felt  much  better,  but  there  were  signs  of 
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6  mm.  per  cent  plasma/ 1  hour,  and  the  patient  left  hospital  towards  the 
end  of  April  1937  to  continue  the  refills  as  an  out-patient. 

Considerably  later  Gertrude  told  me  she  could  trace  no  history  of 
contact  with  a  case  of  tuberculosis.  She  attributed  her  illness  to  worry 
over  her  husband  s  work.  He  was  in  a  film  company  and  often  did 
not  come  home  until  3  or  4  a.m.  Further,  in  the  course  of  his  work 
he  drank  far  too  much,  was  associated  with  too  attractive  company, 
and  took  irregular  meals,  which  resulted  in  a  duodenal  ulcer. 

1  saw  the  patient  periodically,  usually  every  six  months,  and  she 
made  satisfactory  progress.  In  1938  she  wished  to  give  up  the  pneumo¬ 
thorax  as  she  felt  so  well,  and  was  very  depressed  when  I  advised  con¬ 
tinuing  it  as  long  as  the  lung  was  willing  to  remain  collapsed.  In  1939 
a  little  fluid  exuded  into  the  pneumothorax  space,  and  subsequently 
a  pleural  adhesion  formed.  In  May  1945,  after  a  series  of  very  painful 
refills  at  hospital,  I  decided  to  allow  the  lung  to  re-expand.  The 
pneumothorax  had  now  been  maintained  for  eight  years.  Three 
months  later  the  lung  was  completely  re-expanded. 

Early  in  1950  Gertrude  seemed  very  upset  and  depressed  on  her 
visit  to  me,  and  she  had  lost  4  lb.  in  weight.  I  asked  whether  anything 
had  happened  to  distress  her  and  she  told  me  that  within  the  space  of 
five  weeks  she  had  lost  her  eight-year-old  cat  and  eighteen-year-old  dog. 
During  the  next  eighteen  months  she  put  on  23  lb.  in  weight,  and  on 
again  enquiring  how  she  explained  this,  she  answered  “  It’s  that  sweet 
shop  of  mine.”  I  then  found  out  that  owing  to  her  husband’s  illness 
she  had  started  a  tobacco  and  sweet  shop  which  was  doing  very  well, 


and  she  could  not  resist  the  temptation  of  helping  herself  to  the  sweets. 

I  continued  to  see  Gertrude  every  six  months,  the  last  visit  being 
in  May  1954.  The  right  lung  has  now  well  healed,  calcified  lesions 
being  seen  in  the  X-ray  film  in  all  zones.  There  is  no  displacement  of 
the  trachea  or  of  the  heart,  and  no  evidence  of  fibrosis.  It  is  the  fibrosis 
which  is  the  source  of  so  much  trouble  in  pulmonary  tuberculosis,  for 
it  leads  to  dyspnoea  from  mediastinal  displacement,  to  bronchiectasis, 
to  htemoptysis,  and  to  persistent  active  foci  in  the  fibrosed  lung. 

For  three  or  four  days  before  each  visit  Gertrude,  although  naturally 
calm  and  cheerful,  became  very  anxious  and  apprehensive  lest  I 
should  find  any  spread  of  the  disease,  but  fortunately  there  have  been 
no  relapses.  At  her  last  visit  she  said,  “  You  told  me  when  I  first  saw 
you  the  trouble  would  last  for  two  years,  and  now  after  seventeen 
years  I  am  still  seeing  you.”  Neither  daughter  nor  husband  have 

contracted  the  disease.  ..  .  „T 

When  I  asked  about  her  reaction  to  the  illness  she  replied. 

did  not  believe  I  had  anything  like  tuberculosis.  1  could  not  believe 
it.  There  was  nothing  like  it  in  the  family.  When  I  was  in  hospita 
I  did  not  really  worry.  I  did  everything  I  was  told.  When 
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home  I  felt  I  was  getting  on  well,  and  rested  and  walked  as  I  was  told. 
I  felt  no  better  and  no  worse  when  the  lung  was  allowed  to  re-expand 
after  being  collapsed  for  eight  years.  The  worst  part  of  the  treatment 
was  the  refills  as  an  out-patient  at  hospital.  Sometimes  they  were 
very  painful,  no  local  anaesthetic  was  used,  and  they  sometimes  tried 
several  times  before  they  could  get  in.  The  illness  has  not  interfered 
with  my  life  very  much.  I  am  naturally  calm  and  phlegmatic  and 
seldom  let  things  worry  me.” 


Geoffrey.  Aet  35.  Solicitor. 


Geoffrey  had  been  in  the  Territorial  Army  for  several  years  before 
the  Second  World  War.  He  joined  his  regiment  in  October  1939, 
and  served  abroad  in  Iceland  and  later  in  Central  Europe.  He  was 
discharged  from  the  forces  on  account  of  a  Pott’s  fracture  in  1946, 
and  subsequently  suffered  from  almost  incessant  colds  and  bronchitis. 
He  also  had  attacks  of  palpitations  and  dizziness,  and  in  the  summer 
of  1947  was  kept  in  bed  for  two  months  on  account  of  his  heart.  In 
the  next  attack  ot  bronchitis  the  sputum  was  examined  and  found  to 
contain  tubercle  bacilli,  and  an  X-ray  film  of  the  chest  showed  evidence 
of  a  cavity  at  the  apex  of  the  lower  lobe  of  the  right  lung  and  a  small 
area  of  infiltration  far  out  in  the  left  mid-zone. 


Shortly  afterwards,  in  November  1947,  1  was  asked  to  examine 
Geoffrey.  He  was  spare,  having  lost  about  a  stone  in  weight,  tall, 
well-groomed,  with  a  ruddy  complexion,  sleek  dark  hair,  shining 
rown  eyes,  and  clear  cut  features.  He  was  smiling,  cheerful,  and 
although  inclined  to  be  sarcastic,  he  enjoyed  a  joke  and  was  fond  of 
retailing  after-dinner  stories.  This  I  learned  afterwards  from  his 
requent  visits  to  me.  When  I  first  saw  him  he  was  naturally  very 
depressed  by  the  bad  news,  for  he  was  married,  with  a  daughter  ten 
years  of  age,  and  was  anxious  about  his  family  responsibilities.  At 
his  time  it  was  possible  to  be  admitted  to  a  sanatorium  in  Switzerland 
uch  more  quickly  than  to  a  chest  hospital  or  sanatorium  in  England 
andJ0,in  order  to  avoid  dday,  I  arranged  for  this 
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showed  the  cavity  was  closed.  Geoffrey  began  to  take  walking  exercise 
and  left  the  sanatorium  in  Switzerland  in  the  middle  of  August  1948 
The  superintendent  wrote  to  me  that  the  disease  had  not  been  com¬ 
pletely  ai  rested  and  that  the  patient  had  lost  3  lb.  in  weight  during 
his  stay  there.  He  was  up  seven  hours  a  day,  walking  fifteen  minutes 
a  day,  with  a  normal  temperature  and  sedimentation  rate,  no  cough 
and  no  sputum. 

Geoffrey  came  to  see  me  on  his  return,  in  order  to  continue  the 
pneumothorax  refills  which  were  being  given  at  intervals  of  ten  days. 
He  was  delighted  to  be  home;  he  said  he  never  wished  to  see  again 
the  pine  trees  growing  out  of  the  snow  on  the  Swiss  mountain  slopes; 
he  took  no  interest  in  watching  the  change  of  the  seasons  when  living 
poised  above  the  world.  Like  the  sanatorium  “  guests,”  described  in 
“  The  Magic  Mountain,”  who  said  “  They  could  not  bear  to  look  any 
more  at  the  snow,  they  were  sick  of  it;  they  had  had  their  fill  in  the 
summer-time,  and  now  these  masses  and  heaps  and  cushions  of  snow, 
day  in  and  day  out,  were  more  than  they  could  bear,  their  spirits  sank 
under  the  weight  of  it.” 

I  gradually  increased  the  time  of  his  daily  walking  exercise  and 
made  him  strictly  observe  two  rest  hours  each  day.  The  film  of  the 
chest  showed  a  solid-looking,  compact  shadow  at  the  site  of  the  former 
cavity.  Geoffrey  rapidly  put  on  weight,  gaining  16  lb.  during  the  next 
three  months.  Switzerland  suited  him  neither  mentally  nor  physically, 
the  “  champagne  ”  quality  of  the  air  did  not  appeal  to  him  or  stimulate 
his  appetite.  He  disliked  being  far  removed  from  family  and  friend; 
he  loathed  the  perpetual  chitter-chatter  of  patients  discussing  their 
temperatures,  their  sputum  tests  and  their  X-rays. 

Three  months  later  Geoffrey  began  to  work,  two  hours  a  day,  in 
a  quiet  room  in  the  office,  seeing  no  clients.  The  refills  were  satis¬ 
factory,  at  intervals  of  two  weeks,  each  refill  averaging  900  c.c.  A 
marked  feature  was  a  tendency  for  a  reaction  to  occur  after  each  refill, 
characterized  by  lassitude,  and  a  “frightful  feeling  like  influenza” 
lasting  usually  for  twenty-four  hours,  but  with  no  rise  in  temperature. 
The  lung  tended  to  expand  very  much  between  refills,  and  it  is  possible 
that  the  sudden  compression  with  the  refill  caused  a  toxaemic  reaction. 

By  February  1950  the  weight  had  increased  to  12  st.  9  lb.,  a  gain 
of  25  lb.  since  returning  from  Switzerland,  and  the  solicitor  was  now 
doing  full-time  work,  driving  his  car,  and  leading  a  normal  life,  apart 
from  avoiding  late  nights.  During  the  latter  part  of  1950  he  was  not 
so  well  and  slowly  lost  about  8  lb.  in  weight.  He  was  still  getting  the 
“  chill  ”  or  reaction  after  the  refills  at  times,  when  he  would  take  to 
his  bed  for  a  few  days.  In  June  1951  an  abscess  formed  in  the  gluteal 
region,  which  was  opened  in  hospital  and  Bact.  coli  were  grown  from 
the  pus.  In  April  and  again  in  November  of  this  year  he  had  a  bad 
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cold  on  the  chest,  was  in  bed  for  a  few  days,  but  there  was  no  febrile 
reaction  and  the  sputum  showed  no  tubercle  bacilli. 

I  was  worried  in  March  1952  to  find  the  X-ray  film  of  the  chest 
showing  an  extension  of  the  small  area  of  infiltration  in  the  left  lung 
which  now  involved  nearly  all  the  upper  lobe.  Geoffrey  had  been 
dieting  for  a  few  months  to  reduce  his  weight,  and  I  told  him  not  to  do 
this.  Despite  the  X-ray  findings  he  felt  very  well  and  in  June  had  been 
swimming.  I  now  prescribed  a  course  of  iso-nicotinic  acid  hydrazide, 
100  mg.  morning  and  evening  and  in  six  weeks  the  weight  increased 
7  lb.,  but  despite  this  I  could  hear  friction  over  the  base  of  the  left 
lung,  indicating  that  all  was  not  well  with  this  lung.  The  refills  became 
very  difficult  in  the  autumn  of  1952,  and  the  lung  expanded  so  rapidly 
that  it  was  not  possible  to  keep  it  collapsed  without  weekly  refills, 
whereas  for  the  last  year  or  so  the  refills  had  been  given  at  intervals  of 


three  weeks. 

Geoffrey  was  now  very  anxious  to  give  up  the  pneumothorax 
which  he  had  had  for  nearly  five  years.  I  agreed  to  this,  and  during 
the  transition  period  I  ordered  a  second  course  of  iso-nicotinic  acid 
hydrazide  for  two  months.  In  November  1952  he  had  a  severe  attack 
of  hiccough  which  he  attributed  to  over-eating.  It  lasted  continuously 
for  forty-eight  hours.  His  doctor  wrote  to  me:  “  I  was  called  in  and 
came  prepared  to  give  him  some  oxygen  and  carbon  dioxide,  but 
seeing  me  and  my  assistant  enter  with  the  apparatus  frightened  him 
sufficiently  to  stop  the  hiccough.” 

I  have  subsequently  seen  him  at  intervals  of  three  or  four  months. 
He  has  remained  very  well,  working  on  a  farm,  which  he  had  bought 
as  a  hobby,  in  his  spare  time.  The  X-ray  film  of  the  chest  shows  no 
sign  of  infiltration  on  the  left  side.  In  the  right  lower  lobe  there  are 
a  few  dense  shadows  but  no  evidence  of  calcification. 

Geoffrey  was  not  very  informative  when  I  asked  him  to  sum  up 
his  reactions  to  his  illness,  but  this  is  what  he  said :  “  I  dreaded  the 
refills.  I  dislike  the  idea  of  a  needle  in  my  chest,  although  I  would  not 
mind  a  cut  in  my  arm.  You  always  looked  as  if  you  were  thinking 
about  something  else  when  you  were  doing  my  refills.”  Perhaps  it 
was  better  he  did  not  say  any  more. 


Arthur.  Aet  39.  Doctor. 

Arthur  served  five  and  a  halt  years  in  the  R.A.F.  and  was  graded 
A.l  on  discharge  in  October  1945.  He  had  been  troubled  with  a 
tendency  to  bronchitis  for  about  a  year.  In  July  1947  he  was  in  hospital 
in  East  Anglia  with  what  was  diagnosed  as  atypical  pneumonia,  the 
-ray  film  showing  a  shadow  in  the  left  lung  field  which  did  not  clear 
up.  Later,  he  was  sent  to  see  the  superintendent  of  a  sanatorium  who 
considered  the  shadow  was  due  to  a  bronchial  carcinoma.  He  was  then 
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admitted  to  hospital  in  the  north  of  England,  near  his  home,  under 
the  care  of  a  thoracic  surgeon  for  bronchoscopy  and  bronchography, 
and  while  these  manoeuvres  were  being  performed  sputum  was  expec¬ 
torated  which  contained  tubercle  bacilli.  Following  this  Arthur  was 
admitted  to  a  sanatorium  in  February  1948,  and  was  next  transferred 
to  a  hospital  in  order  to  have  a  thoracoplastic  operation  on  the  left 
side.  Tomograms,  however,  showed  the  presence  of  a  cavity  in  the 
right  lung,  so  the  thoracic  surgeon  sent  him  to  another  town  in  the 
north  of  England  to  obtain  the  opinion  of  the  thoracic  surgeon  there. 
“  Postural  retention  treatment  ”  was  advised  for  three  months,  during 
which  time  the  patient  would  be  kept  lying  on  his  right  side  with  the 
foot  of  the  bed  raised.  If  the  cavity  were  closed  by  this  treatment  a 
thoracoplastic  operation  would  be  carried  out  later  on  the  left 
side. 

Bewildered  by  the  multitude  of  treatments  suggested,  and  the  lack 
of  confidence  shown  in  them  by  any  of  the  experts,  Arthur  was  advised 
by  the  superintendent  of  his  local  sanatorium  to  seek  my  advice,  and 
so  I  saw  him  for  the  first  time  in  March  1948. 

I  found  him  in  good  condition,  5  ft.  5  in.  in  height,  and  weighing 
10  st.  (clothed),  which  was  as  much  as  he  had  ever  weighed  before. 
He  was  of  sanguine  temperament,  with  sandy  hair,  small  features,  and 
very  alert  and  brisk  in  his  movements.  Always  cheerful  and  co¬ 
operative,  unlike  so  many  doctor-patients,  he  did  not  argue  with  me 
about  my  advice,  and  he  did  not  wish  to  direct  his  own  treatment. 

The  disease  was  undoubtedly  active  and  the  X-ray  film  ot  the  chest 
showed  signs  of  infiltration  with  a  cavity  in  the  right  upper  lobe, 
massive  infiltration  in  the  left  mid-zone  near  the  root,  and  less  dense 
infiltration  in  the  upper  half  of  the  left  lung  with  two  or  three  small 
cavities.  Not  a  very  encouraging  picture!  The  sedimentation  rate 
of  the  red  cells  was  raised  to  30  mm.  plasma/ 1  hour  (Westergren). 
I  was  opposed  to  treatment  by  “  postural  retention  owing  to  the  risk 
of  spreading  further  the  infection  from  the  left  to  the  right  lung,  and  I 
advised  a  left  phrenic  crush  followed  by  a  pneumoperitoneum. 

I  had  never  seen  Arthur  before,  but  on  leaving  my  room  he  asked 
if  he  could  borrow  £5  as  he  found  himself  short  of  cash.  He  looked 
honest  and  I  parted  with  it,  and  the  loan  was  promptly  repaid. 

The  phrenic  crush  and  pneumoperitoneum  were  most  successful. 
Arthur  left  the  sanatorium  early  in  July  1948  and  continued  with  the 
pneumoperitoneum  refills  at  home.  In  November  1949  the  left  phrenic 
nerve  was  recrushed  as  the  diaphragm  on  that  side  was  now  moving 
again  with  respiration,  and  when  I  saw  Arthur  next  he  was  ready 
and  fit  to  begin  part-time  work  in  the  Public  Health  Service,  and  t  is 
he  did  at  the  end  of  the  year.  By  the  end  of  1951  he  was  engage  m 
full-time  work,  and  still  having  the  refills  every  two  weeks.  Towards 
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the  end  of  1952  I  detected  signs  of  fluid  in  the  peritoneal  cavity  and  the 
pneumoperitoneum  was  abandoned,  a  course  of  iso-nicotinic  acid 
hvdrazide,  100  mg.  twice  daily,  being  given  for  six  weeks. 

About  this  time  I  advised  that  his  two  children,  aged  thirteen  and 
seven  years,  should  be  immunized  by  B.C.G.  inoculation,  as  their 
Mantoux  tests  were  negative.  I  last  saw  Arthur  in  March  1954,  he  now 
weighed  over  1 1  st.  (clothed)  and  felt  very  well.  The  X-ray  film  of  the 
chest  was  very  satisfactory— there  was  no  evidence  of  cavitation,  the 
shadows  had  disappeared  from  the  lower  parts  of  the  lungs,  and  the 
apices  showed  evidence  of  fibrosis.  There  was,  however,  no  calcifica- 

tion. 

Arthur  subsequently  expressed  his  feelings  to  me  as  follows: 
“  When  the  diagnosis  of  tuberculosis  was  first  made,  my  feelings 
were  those  of  utter  despair  associated  with  thoughts  of  suicide.  I  had 
a  tremendous  fear  of  the  future  and  felt  that  I  would  rather  die  than 
perhaps  be  an  invalid  for  the  rest  of  my  days,  which  may  be  numbered. 

“  Later,  when  I  was  moved  to  a  sanatorium  I  soon  settled  down  to 
the  realization  that  if  I  played  my  part  then  I  had  a  fair  chance  of 
recovery.  I  gathered  around  me  a  collection  of  good  books  which  I 
found  were  excellent  medicine  to  keep  my  mind  well  occupied.  Thus 
passed  the  first  few  months  in  comparative  contentment,  but  then 
there  came  a  time  when  I  felt  that  any  active  treatment  was  being  too 
long  delayed.  I  became  terribly  anxious  to  know  the  opinion  of  my 
various  medical  officers,  but  nobody  would  give  me  even  the  smallest 
piece  of  information.  This  only  served  to  upset  me  and  made  me  very 
resentful,  as  I  felt  that  I  was  being  treated  as  a  mental  defective.  Finally 
things  were  brought  to  a  head  when  I  started  to  disobey  the  rules,  and 
after  a  ‘  spot  of  bother  ’  I  had  a  long  talk  with  the  medical  superinten¬ 
dent  who  more  or  less  stated  that  no  one  could  decide  what  to  do  for 
me.  This  made  me  feel  desperate,  and  then  he  put  forward  the  sugges¬ 
tion  that  I  should  be  examined  in  London  by  you.  This  cleared  the 
air.  An  appointment  was  made,  and,  accompanied  by  my  wife,  I  made 
the  journey  to  London  by  train,  and  was  examined  by  you  the  following 
day.  For  the  first  time  since  my  illness  I  had  found  a  doctor  who 
treated  me  as  a  colleague,  who  proceeded  to  make  his  diagnosis 
swiftly  and  surely,  and  who  decided  upon  the  treatment  without  the 
slightest  hesitation.  For  the  first  time  the  iron  curtain,  which  had, 
up  to  that  time,  existed  between  my  medical  colleagues  and  myself 
was  quickly  raised,  and  what  a  relief.  For  the  first  time  1  had  reai 
hope  of  recovery,  and,  then  and  there,  I  made  up  my  mind  that  I 
should  one  day,  not  so  far  distant,  regain  my  health  sufficiently  to 

allow  me  to  continue  my  life’s  work,  because  you  told  me  that  I  could 
and  would  do  so. 

“  As  y°u  know>  sir,  all  this  has  turned  out  to  be  correct,  and  I 
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am  now  back  at  work  and  able  to  hold  my  own  with  the  rest  of  the 
world.” 


Trevor.  Aet  46.  Veterinary  student. 

In  1941  Trevor,  who  was  then  a  glider  pilot  in  the  Army  Air 
Force,  had  an  attack  ot  right-sided  dry  pleurisy.  He  was  in  hospital 
for  several  months,  when  it  was  decided  that  the  condition  was  not 
tuberculous  and  he  returned  to  flying  duties.  He  subsequently  had 
two  attacks  of  jaundice  and,  in  1944,  was  invalided  from  the  forces 
on  account  of  a  nervous  breakdown.  Owing  to  a  very  strained  state 
of  mind  his  doctor  advised  him  to  take  up  something  in  which  he  was 
likely  to  be  really  interested,  and  so  he  began  a  course  as  a  veterinary 
student.  He  was  well  off  financially  and  could  deal  with  the  classes 
in  a  dilettante  spirit. 

In  the  winter  of  1947  Trevor  had  pain  again  in  the  right  side  of  the 
chest,  and  brought  up  thick  dark  sputum  with  a  “  graveyard  ”  taste, 
which,  he  later  told  me,  displaying  his  scientific  knowledge,  was  prob¬ 
ably  due  to  an  infection  with  a  “  mould.”  In  the  spring  of  1948  an 
X-ray  film  was  taken  of  the  chest,  and  this  showed  evidence  of  infiltra- 
tration  of  the  right  upper  lobe,  thickening  of  the  right  lesser  interlobar 
septum,  and  what  was  described  as  a  small  scar  at  the  left  apex. 

Early  in  June  of  this  year  he  had  a  febrile  attack  and  was  in  bed  for 
a  week,  and  soon  afterwards  I  was  asked  to  see  him.  He  was  a  big 
man,  6  ft.  in  height,  and  weighing  1 1  st.  13  lb.  (clothed),  which  was  about 
a  stone  under  his  usual  weight.  He  had  ruddy  cheeks,  a  round  face, 
undistinguished  features,  and  a  hearty  manner,  which  might  have  been 
assumed  to  cover  an  inferiority  complex.  Before  I  saw  him  he  had 
been  divorced,  chiefly  on  account  of  inability  to  consummate  the 
marriage.  He  was  proud  of  the  anatomical  and  pathological  knowledge 
he  had  acquired  during  his  veterinary  studies,  although  he  had  recently 
failed  in  the  pathological  examination,  and  liked  to  refer  to  his  symp¬ 
toms  and  lung  lesions  in  what  he  considered  to  be  the  correct  technical 
terms.  His  general  practitioner  described  him  as  “  a  very  sanguine 
person  and  keen  to  maintain  his  share  of  the  conversation.” 

I  found  signs  of  active  disease  in  the  right  lung,  with  dulness, 
bronchial  breathing,  and  rales  increased  by  cough  over  the  upper  lobe. 
The  sedimentation  rate  of  the  red  cells  was  increased  to  25  mm.  per 
cent  plasma/1  hour,  and  the  X-ray  film  showed  evidence  of  a  small 
cavity  in  the  right  upper  lobe  with  a  few  calcified  spots  around  it. 
There  was  a  small  area  of  infiltration  in  the  left  upper  zone,  and  the 
sputum  contained  tubercle  bacilli.  I  arranged  for  the  right  phrenic 
nerve  to  be  crushed,  and  when  I  next  saw  Trevor  ten  weeks  later  he 
was  very  much  better.  He  had  spent  the  time  in  bed  at  home,  being 
carefully  nursed  and  had  gained  30  lb.  in  weight,  and  was  now  14  st. 
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3  lb.  (clothed).  The  sputum  was  scanty  and  showed  no  tubercle  bacilli, 
and  the  temperature  was  normal.  The  right  diaphragm  was  paralysed 
and  had  risen  3  in.,  and  the  right  apical  lesion  was  well  compressed. 

Early  in  November  1948  the  weight  had  risen  to  15  st.  1  lb.  (clothed) 
and  Trevor  was  now  up  six  hours  a  day  and  walking  half  a  mile  twice 
a  day.  In  March  1949  I  found  him  not  quite  so  well  following  a  cold, 
and  the  sputum  again  contained  tubercle  bacilli.  His  weight  had  risen 
another  6  lb.  and  the  sedimentation  rate  of  the  red  cells  was  normal, 
2  mm.  per  cent  plasma/ 1  hour.  He  was  very  patient  but  bored. 
In  May  1949  there  was  an  improvement,  so  much  so  that  he  was 
having  golf  lessons  and  driving  the  car,  but  he  could  not  play  bowls 
as  it  made  him  short  of  breath.  The  weight  was  up  to  15  st.  8  lb. 
(clothed)  and  he  was  walking  four  miles  a  day.  The  sedimentation 
rate  of  the  red  cells  was  still  normal.  Trevor  went  on  well  during  the 
summer,  the  sputum  tests  being  negative;  during  August  he  went 
sailing  on  the  understanding  he  was  not  “  to  touch  a  sheet.” 

In  September  1949  a  sputum  test  was  positive  and  the  sedimentation 
rate  of  the  red  cells  had  risen  slightly  to  7  mm.  per  cent  plasma/1  hour. 
The  right  diaphragm  was  still  high,  but  it  moved  an  inch  on  full  inspira¬ 
tion,  and  two  small  cavities  could  be  seen  in  the  X-ray  film  in  the  right 
upper  lobe. 


From  September  onwards  the  sputum  consistently  contained 
tubercle  bacilli,  and,  in  view  of  the  risk  of  the  disease  spreading  to  the 
opposite  lung  or  to  other  parts  of  the  body,  I  advised  a  thoracoplastic 
operation.  The  tomograms  showed  evidence  of  a  small  cavity  in 
cuts  11  and  12,  and  there  was  thickening  of  the  pleura  at  the  apex  of 
the  lung,  so  that  it  was  unlikely  the  cavity  would  ever  close. 

Trevor  was  very  depressed  when  he  learnt  of  the  proposed  opera¬ 
tion.  He  said  he  did  not  dread  the  operation  but  the  “permanent 
crippling.  I  reassured  him  to  the  best  of  my  ability  that  there  would 
be  no  permanent  crippling,  but  I  hoped  a  permanent  cure,  and  that 
there  would  be  very  slight  chest  deformity.  This  is  really  what  he 
feared  when  he  said  “  permanent  crippling.”  His  doctor  told  me  that 
he  had  always  wanted  to  show  that  he  was  a  “  he-man.”  At  the 

the1 Ah'r  Ke  W3aa  SanT  b°Xer’  k  the  Army  he  insisted  on  being  in 
the  Air  Commando  and  led  a  force  of  gliders.  g 

A  day  or  so  before  the  operation  he  wrote  to  me-  “I  am  verv 

nummer  r9Tnfen!,ab0Ut  the  °peration'  Every  ‘‘me  I  whip  a 
‘F  •  ir  e  ln^°  the  spittoon  now,  I  look  at  it  and  sav 

Enjoy  yourself  well,  my  children  I  fear  d  °  . and  say’ 

severely  restricted  I  feel  19S0  ;« •  y,  r  scoPe  1S  Soing  to  be 

year.  One  can  Si  the  lap  ‘°  *  3  g°°d’  *  Very  hard> 

The  operation  was  satisfactorily  performed  earlv  in  iqco  •  + 
stages,  the  five  upper  ribs  on  the  sTbeSemo 2?  Tretr 
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was  extraordinarily  courageous  after  the  operation,  doing  his  breathing 
exercises  and  coughing  up  the  sputum  although  it  caused  him  consider¬ 
able  pain.  He  was  much  less  distressed  by  the  first  stage  operation 
than  any  patient  I  have  seen.  The  day  after  the  operation  I  went  into 
his  room  to  find  him  propped  up  in  bed  and  whistling.  The  second 
stage  made  him  much  more  ill,  and  he  had  great  difficulty  in  maintaining 
his  cheerful  outlook. 

I  saw  him  again  in  June  1950,  he  had  done  very  well  and  was  only 
bringing  up  two  little  blobs  of  sputum  a  day,  which  contained  no 
tubercle  bacilli.  He  was  walking  a  mile  a  day  without  fatigue.  I  advised 
him  to  give  up  his  veterinary  course,  there  was  no  reason  for  continuing 
it,  and  he  could  occupy  himself  in  supervising  the  family  estates  and 
farms  as  much  or  as  little  as  he  wished. 

Trevor  had  now  no  more  set-backs.  He  married  very  happily  in 
the  summer  of  1951  and  became  more  self-reliant  and  gained  con¬ 
fidence.  He  was  taking  a  great  interest  in  the  farm  and  making  plans 
for  a  trip  to  Kenya.  Next  year  he  flew  there  and  back,  returning  by 
Comet  with  no  distress,  and  when  I  saw  him  for  the  last  time  in  July 
1952  he  looked  and  felt  extraordinarily  well  with  no  cough  and  no 
expectoration.  During  the  mornings  he  worked  for  two  hours  in  the 
office,  and  in  the  afternoons  was  in  the  open  air  on  the  farm. 

Two  years  later  Trevor  gave  me  a  very  illuminating  account  of 
his  reactions  to  the  illness: 

“  When  I  fell  ill,  I  knew  at  heart  from  the  first  that  there  was  really 
something  wrong.  Never  thought  of  tuberculosis  (that  being  essen¬ 
tially  something  the  other  man  gets,  not  oneself).  When  it  was  diag¬ 
nosed,  I  felt  incredulity  and  a  strong  sense  of  unreality.  But  one's 
overmastering  feeling,  when  one  had  got  over  incredulity,  was  relief, 
on  two  grounds.  First,  here  was  an  actual  physical  explanation  of  one's 
difficulties;  it  was  not  just  one’s  own  laziness  and  faults  of  character, 
which  one  was  beginning  to  despair  of  overcoming.  Secondly,  one 
could  at  last  relax  without  even  my  Gascoigne  conscience  nagging  a^ 
one,  the  matter  being  too  serious  to  play  with.  I  don't  think  I  ever 
felt  any  real  fear  about  it,  the  sense  of  unreality  and  the  immense 
relief  were  both  too  strong.  1  knew  it  could  prove  fatal,  but  1  don 
think  I  ever  really  felt  that  as  a  practical  possibility,  and  anyway  it 
didn’t  really  seem  to  matter;  one  could  deal  with  that  when  it  arose 

“  The  first  period,  when  you  tried  bed-rest,  I  think  I  mostly  luxuna  e 
in  idleness  and  lack  of  responsibility.  My  conscience  plagued  me  a  i 
for  not  taking  advantage  of  the  time  to  read  all  the  stuff  I  had  Promised 
myself  to  read  when  l  had  enough  time,  and  wasting  time  reading 

silly  thrillers,  etc. ;  but  not  too  badly.  ,  ,  .  . 

“  Looking  back,  I  think  that  this  attitude  helped  me  a  lot 
imagine  it  would  have  been  far  harder,  and  worse,  for  a  less  sell 
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centred  and  introspective  man,  who  had  hitherto  been  more  successful 
in  what  he  had  tried  to  do;  and  especially  had  greater  immediate 
responsibilities,  such  as  a  wife  and  children  dependent  on  him.  I  was 
glad  my  divorce  had  gone  through  before  all  this  arose.  Also,  most 
important,  I  had  no  money  worries. 

“  The  relapse  was  a  serious  jolt;  and  I  think  that  quite  the  worst 
part  of  the  illness  was  the  (quite  unjustified)  fear  of  coming  out  of  the 
operation  a  cripple,  a  nuisance  to  oneself  and  everyone  around  one, 
and  an  unpleasant  object  to  other  people.  I  had  never  been  very  vain 
about  my  personal  looks  but  had  always  kept  my  body  reasonably  fit; 
and  the  rather  persistent  notion  of  what  it  might  be  reduced  to  was 
very  unpleasant.  There  was  no  difficulty  in  deciding  on  the  operation, 
and  I  was  quite  determined  to  go  through  with  it  from  the  first;  but 
one  did  not  like  the  idea  of  what  it  might  do  to  one.  I  think  it  would 
help  a  lot  if  one  could  see  a  few  fit  and  successful  examples  of  thoraco¬ 
plasties  at  this  stage.  The  waiting  to  get  into  hospital  was  distinctly 
trying. 


“  Once  in  hospital,  the  absolution  from  responsibility  was  again  a 
great  relief,  and  I  found  that  a  slight  knowledge  of  medicine  and  patho¬ 
logy  made  the  technical  details  very  interesting.  The  house  surgeon 
asked  me  the  night  before  the  operation  whether  I  had  the  wind  up; 
and  I  told  him  quite  genuinely  that  I  had  not.  I  had  handed  over  the 
responsibility  to  the  surgeon  and  the  team,  and  it  was  up  to  them  to 
worry,  not  to  me.  I  think  the  fact  that  the  surgeon  was  going  to 
operate  under  a  general  anaesthetic  was  a  big  help  here.  I  expected  a 
good  deal  of  pain  on  coming  to  and  after;  but  was  helped  here  by  two 
things;  first,  it  would  be  all  over  when  one  came  to,  and  when  there 
is  no  let-out  things  can  usually  be  borne;  secondly  (  mental  twist  that 
I  have  since  learned  is  not  uncommon)  I  felt  very  strongly  that  I  had 
escaped  a  very  real  chance  of  a  pretty  uncomfortable  time  in  the  war 
and  could  jolly  well  take  it  now  to  make  up.  I  had  always  trained 
my  blokes  in  the  war  on  the  tacit  understanding  that  we  were  all  in 
ethLCr’  /hat  whatever  we  took>  we  took  together  (subject 

Then  1  WaS  "0t  permitted  to  8°  into  action 

certain'tha't 1  h  Ct  them  3  doWn  badly-  1  had  always  been 

buMhJh  H  ha  haPPened  1  should  not  let  them  down  in  action- 
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I  was  intensely  surprised  by  how  little  there  really  was  to  endure 
when  one  came  to.  All  the  same,  I  funked  the  second  operation  more 
than  the  first  (though  1  think  1  really  knew  from  the  first  that  at  least 
two  would  certainly  be  needed;  but  the  by-play  that  the  first  one  might 
have  done  the  trick  nevertheless  helped).  I  was  glad  there  was  not  a 
third. 

“One’s  convalescence  fell  a  little  bit  flat!  One  could  no  longer 
feel  at  all  the  hero;  and  at  the  same  time  one's  progress  was  too  slow 
to  really  feel  at  first  that  one  was  getting  anywhere.  However,  a  bit 
of  philosophy,  natural  laziness,  and  a  feeling  that  after  all  one  really 
had  a  most  unassailable  excuse  for  slacking,  tided  that  over.  I  am 
now  really  very  fit,  doing,  and  looking  forward  to  doing  steadily  more, 
and  working  half-time  in  the  family  business,  where  I  think  I  really 
am  of  some  help.  Of  course,  I  have  been  immensely  lucky  in  my 
second  marriage,  and  my  wife  is  a  tremendous  help  in  so  many  different 
ways;  and  we  really  are  happy,  which  makes  a  tremendous  difference. 
I  have  been  very  lucky.  And,  oddly  enough,  I  have  gained  so  much 
through  my  illness  that  I  would  not  undo  it  if  I  could.  It  has  been 
very  much  worth  while  in  all  the  things  that  matter.  But,  as  I  say,  1 
have  been  so  much  luckier  than  the  average  chap,  in  so  many  ways.” 


Malcolm.  Aet  46.  Pharmaceutical  chemist. 

Malcolm  considered  that  he  contracted  pulmonary  tuberculosis 
from  a  dispenser  who  worked  in  his  shop.  Ever  since  the  introduction 
of  the  National  Health  Service  in  England  in  1948  he  had  been  over¬ 
worked,  dealing  with  the  masses  of  prescriptions  which  poured  into 
his  shop  every  day  as  the  patients  left  the  doctors  surgeries. 

The  chemist  was  nondescript  in  appearance,  of  medium  height, 
melancholic  in  temperament,  and  had  suffered  from  an  anxiety  neurosis 
seven  years  previously.  From  January  1951  he  began  to  lose  weight 
rapidly  and  suffer  from  indigestion.  He  was  also  very  tired  and  was 
troubled  with  night  sweats.  The  general  practitioner  arranged  for  an 
X-ray  examination  of  the  chest  which  revealed  the  appearances  of 

tuberculous  infiltration  of  the  right  lung. 

I  first  examined  Malcolm  in  May  1951.  He  looked  ill,  was  a  stone 
underweight,  and  there  were  signs  of  tuberculosis  in  the  upper  two- 
thirds  of  the  right  lung  and  in  the  mid-zone  of  the  left  lung.  The  film 
of  the  chest  showed  evidence  of  infiltration  in  these  areas,  with  possibly 
a  small  cavity  in  the  right  mid-zone.  The  patient  did  not  wish  to  come 
into  hospital  and  so  was  treated  at  home  with  bed  rest,  daily  intra¬ 
muscular  injections  of  1  G.  streptomycin,  and  18  G.  para-amino- 
salicylic  acid  daily  by  mouth  in  doses  of  3  G.,  at  intervals  of  two  and 

a  half  hours.  T  r  , 

When  I  next  examined  the  chemist  in  August  1951  I  found  con- 
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siderable  improvement,  the  clinical  signs  in  the  lungs  were  less  marked, 
the  X-ray  film  showed  clearing  of  the  infiltration  in  the  right  mid-zone, 
and  the  sedimentation  rate  of  the  red  cells  was  11  mm.  per  cent. 
plasma/1  hour.  He  had  now  received  90  G.  of  streptomycin  by  injec¬ 
tion,  and  18  G.  of  P.A.S.  a  day  by  mouth  for  six  weeks.  Owing  to 
vomiting  the  dose  was  then  reduced  to  9  G.  a  day  which  caused  no 
distress.  He  felt  very  well  and  had  gained  8  lb.  in  weight. 

Early  in  November  the  patient  was  up  six  hours  a  day  and  walking 
half  a  mile  a  day.  The  sedimentation  rate  of  the  red  cells  had  fallen 
to  5  mm.  per  cent  plasma/1  hour,  and  the  X-ray  film  showed  no  change. 
Coarse  rales  were  still  audible  over  the  right  upper  lobe.  In  March 
1952,  although  Malcolm  said  he  was  feeling  extremely  well,  his  con¬ 
dition  had  deteriorated.  The  weight  had  fallen  by  5  lb.,  the  temperature 
was  99  F.  in  the  afternoon,  the  sputum  contained  tubercle  bacilli,  and 
the  sedimentation  rate  of  the  red  cells  had  risen  to  17  mm.  per  cent 
plasma/1  hour.  I  now  was  able  to  persuade  him  to  come  into  hospital, 
where  he  remained  for  eight  months.  Tomograms  showed  a  cavity 
in  the  right  upper  lobe  and,  after  a  course  of  iso-nicotinic  acid  hydrazide, 
an  apicolysis  with  plombage  was  performed  on  the  right  side,  portions 
of  the  second  and  third  ribs  being  removed,  the  strip  being  carried 
down  to  the  seventh  rib  posteriorly,  and  nineteen  leucite  balls  were 
inserted  into  the  extrapleural  space.  There  was  considerable  clinical 
improvement  after  the  operation,  and  although  no  cavity  was  revealed 
by  tomography,  the  sputum  still  contained  tubercle  bacilli.  A  further 
course  of  streptomycin,  P.A.S.  and  iso-nicotinic  acid  hydrazide  was 
now  given,  and  continued  after  the  patient’s  return  home 

The  type  of  operation  performed  in  cases  of  this  nature,  whether 
horacoplasty,  lung  resection,  or  apicolysis  with  plombage,  appears 
to  depend  largely  on  the  idiosyncrasy  of  the  surgeon.  I  am  notvery 

KrrLr?  w/th  pi°mbage’  aith°ugh  ,he 

used  Thl  l  /  [  han  th0Se  former|y  obtained  when  wax  was 

used.  The  leucite  balls  are  radio-translucent,  but  with  wax  which  is 

Snsssrc  t  “• ,o  r  *“ is  i“w“«  “ - 

found  until  the  cavity  became  so  LI  tha?  ;,7i  CaUSe  C°Uld  be 

below  the  wax  plombage  The  wax  had  h  ower  mar-ln  appeared 
plasty  performed.  had  to  be  removed  a"d  thoraco- 

I  examined  Malcolm  again  towards  the  end  of  Januarv  iq«  . 
he  said  he  was  doing  “  quite  nicelv  ”  h„t  January  1953  when 

mycin  toxicity,  visual  disorder"  and  loss  Were  of  strepto- 

so  I  advised  that  the  streptomyc  n  houM  be  d “  "’,the  dark-  and 
months  later  there  was  a  consider ahie •  “  b  dlscont>nued.  Three 

weight  had  increased,  the  sedtmfnta^  /aTo7S  cSTOSZ 
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to  3  mm.  per  cent  plasma/1  hour,  the  vestibular  nerve  disturbance 
had  disappeared,  no  tubercle  bacilli  were  found  in  the  sputum,  and  he 
was  up  ten  hours  a  day,  observing  two  rest  hours  daily.  The  X-ray 
film,  however,  showed  a  slight  increase  of  the  infiltration  in  the  left 
lung.  I  advised  a  further  three  months’  course  of  iso-nicotinic  acid 
hydrazide,  and  told  the  patient  not  to  rush  back  to  work.  In  August 
1953  Malcolm  was  considerably  better  and  working  four  hours  a  day. 
The  shadows  in  the  left  lung  were  less  noticeable  in  the  X-ray  film, 
and  the  sedimentation  rate  of  the  red  cells  was  normal.  By  December 
the  X-ray  film  showed  early  calcification  in  the  lesion  in  the  left  lung, 
there  was  no  cough  and  no  expectoration,  the  sedimentation  rate  of 
the  red  cells  was  normal,  and  the  patient  was  walking  two  miles 
a  day. 

I  last  saw  Malcolm  in  April  1954.  He  was  then  very  well  indeed, 
and  leading  what  he  described  as  “  a  very  pleasant  life.”  Contentment 
often  comes  of  simplicity;  dispensing  and  a  television  set  provided  all 
he  required.  He  walked  a  mile  or  so  a  day,  worked  in  his  shop  four 
hours  in  the  morning  and  an  hour  and  a  half  after  tea,  went  to  bed 
for  two  hours  in  the  afternoon,  and  spent  the  evening  indoors.  The 
lesion  in  the  left  lung  consisted  of  only  a  few  calcified  shadows,  as  seen 
on  the  X-ray  film. 

On  enquiry  about  his  reactions  to  the  disease  he  replied:  “  When 
my  doctor  first  told  me  I  had  tuberculosis  I  just  could  not  believe  it. 
It  upset  me  very  much  and  I  felt  it  just  could  not  happen  to  me. 
Gradually  I  became  more  resigned,  but  I  was  still  somewhat  resentful. 
In  hospital  I  usually  felt  cheerful.  The  operation  upset  me  a  lot  and 
I  felt  I  might  never  recover.  All  I  wanted  to  do  was  to  get  back  to 
my  work.  My  job  is  my  life  and  I  have  no  hobbies.' 


I  examined  Malcolm's  son,  a  boy  of  eighteen  years,  in  July  1951. 
He  felt  perfectly  well  and  I  could  find  no  abnormal  physical  signs 
in  the  lungs.  The  sedimentation  rate  of  the  red  cells  was  normal,  but 
the  film  of  the  chest  showed  two  soft  shadows  in  the  right  mid-zone. 
Ronald  was  put  to  bed  and  given  a  course  of  streptomycin  and  P.A.S. 
and  then  allowed  up  in  graduated  stages.  He  returned  to  work  the  fol¬ 
lowing  March  having  had  a  mild  tuberculous  infection  which,  as  shown 
by  subsequent  X-ray  films,  healed  by  calcification. 

This  illustrates  the  problem  with  which  we  are  now  so  frequently 
faced  as  the  result  of  mass  miniature  radiography.  What  is  the  signi¬ 
ficance  of  small  shadows  seen  in  the  X-ray  film  of  the  lungs  m  persons 
apparently  in  good  health?  Are  they  tuberculous  in  nature?  Is  the 
disease  active?  Must  the  patient  go  to  bed  and  submit  to  a  prolonged 
course  of  antibiotic  treatment?  Alternatively  should  he  continue 


ILLUSTRATIVE  CASES 


255 


with  his  work  and  take  iso-nicotinic  acid  hydrazide  by  mouth  for  three 
months?  If  the  shadows  disappear  under  treatment  does  it  mean 
that  they  were  tuberculous  and  that  the  disease  was  active?  I  have 
never  received  a  satisfactory  answer  to  these  questions.  If  however, 
the  lesion  calcifies  while  under  treatment,  it  presumably  was  tuberculous 
in  nature. 


Wilfred.  Aet  68.  Landowner  and  farmer. 

Wilfred  is  an  example  of  senile  tuberculosis,  as  he  did  not  develop 
the  disease  until  he  was  sixty-eight  years  of  age.  I  was  asked  to  see 
him  early  in  February  1950  on  account  of  a  cough  with  expectoration 
of  three  weeks’  duration,  and  considerable  breathlessness  for  which 
no  cause  could  be  found.  He  also  complained  of  substernal  pain  on 
yawning,  coughing  or  on  taking  a  deep  breath. 

I  found  that  the  percussion  note  was  slightly  impaired  over  the 
mid-zone  of  each  lung,  with  vesicular  breath  sounds,  but  many  fine 
rales  were  audible  on  deep  inspiration.  An  X-ray  film  showed  evidence 
of  extensive  tuberculous  infiltration  in  the  lower  two-thirds  of  the 
right  lung,  and  to  a  lesser  degree  in  a  corresponding  area  on  the  left 
side.  Wilfred  was  admitted  to  hospital  shortly  afterwards,  when  the 
sedimentation  rate  of  the  red  cells  was  raised  to  65  mm.  plasma/1  hour 
(Westergren).  He  was  afebrile  and  no  tubercle  bacilli  were  found  in 
the  sputum  or  in  the  stomach  washings.  After  a  course  of  70  daily 
injections  of  1  G.  streptomycin,  with  18  G.  daily  of  P.A.S.  by  mouth, 
there  was  marked  improvement.  The  sedimentation  rate  fell  to  7  mm' 
p  asma  the  X-ray  film  showed  very  considerable  clearing  of  the  shadows 

U?g  fie  d’  and  the  couSh  and  dyspnoea  were  relieved, 
“was  a  big  man,  nearly  6  ft.  in  height  and  weighing  12  st 
(clothed).  His  countenance  was  usually  cheerful,  but  he  had  suffered 
,fiVeia  occasions  from  fits  of  intense  depression  for  which  no 
definite  cause  could  be  found,  and  which  usually  disappeared  quickly 
on  going  abroad  for  a  holiday.  When  not  in  one  of  these  phases  he 
was  friendly  and  co-operative,  although  he  resented  being  kept  in  bed 
m  hospital  and  was  very  anxious  to  go  home.  Dur  ng  his  stav  in 

die  easier  at  home.”  ‘  ght  n0t  t0  be  ln  hosPltal,  you  would 

a  bout  four  weeks  later" '  Zw  M"y  1950  and  1  examined  h™  again 

two  daily  rest  hours.  I  founZZ°iderab!fht  h°UrS  dail>  a'ld  observmg 
of  breath  had  disappeared  and  Z  m  Z  *mP™vement.  the  shortness 
root  shadows  with  a  few'  fihrnf  cbest  stlowed  only  heavy 

following  No^eZ  rahe  had  g  1CdS2ia  b°T1  w  Z  mid“'  ^ 

feamea  21  lb-  ln  wght  since  the  beginning 
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ot  his  treatment  and  was  teeling  very  well.  The  sedimentation  rate  of 
the  red  cells  was  normal. 

I  did  not  see  this  patient  again  until  August  1951.  He  told  me  he 
was  still  very  well,  continuing  his  usual  activities  supervising  his 
estate  and  farm,  and  walking  three  or  four  miles  a  day.  Perhaps  this  was 
too  much,  for  his  wife  intervened  to  say  that  on  coming  back  from  his 
walks  he  looked  completely  washed  out,  the  colour  of  chamois  leather. 
In  October  1952  I  found  him  still  very  well,  the  X-ray  appearance  of 
the  chest  showed  no  change,  and  the  sedimentation  rate  of  the  red  cells 
was  normal. 

Early  in  1954  Wilfred  went  for  a  sea  trip,  but,  on  arriving  in  Italy, 
he  felt  ill  and  returned  home  as  quickly  as  possible  by  train.  I  examined 
him  at  the  end  of  January  and  found  the  sedimentation  rate  of  the  red 
cells  raised  to  42  mm.  per  cent  plasma/ 1  hour,  and  the  X-ray  film 
showed  the  shadows  of  fresh  infiltration  in  the  right  lower  zone.  There 
was  clearly  a  relapse.  The  patient  was  very  unwilling  to  come  into 
hospital  again,  but  consented  to  go  to  bed  at  home,  and  to  have  a 
course  of  iso-nicotinic  acid  hydrazide,  100  mg.  twice  daily,  for  three 
months. 

Wilfred  came  to  see  me  again  at  the  end  of  this  period,  when  I 
found  that  the  chest  condition  had  once  again  improved  in  a  remarkable 
manner.  The  area  of  infiltration  in  the  right  lung  had  cleared,  and  the 
sedimentation  rate  of  the  red  cells  was  again  normal.  Physically,  he 
said,  he  felt  very  well,  but  once  more  was  very  depressed,  and  had  been 
so  for  the  past  five  months.  He  could  not  shake  the  depression  oft 
and  attributed  it  to  business  worries.  During  the  last  war  he  had  lost 
two  sons,  the  surviving  son  was  not  interested  in  the  farm,  and  there 
was  no  one  with  whom  he  could  discuss  his  agricultural  and  farming 
problems. 

During  the  next  month  the  depression  became  worse  and  worse, 
he  could  not  shake  it  off,  he  was  sleeping  badly  and,  on  the  advice  of 
his  general  practitioner,  it  was  decided  that  he  should  consult  a  psychia- 

trist.  .  .  . 

In  1953  Wilfred  replied  to  my  enquiries  about  his  reactions  to  his 

illness.  He  wrote:  “On  your  diagnosis  of  tuberculosis  I  was  not 
worried  in  the  least,  as  I  felt  it  was  through  no  fault  of  my  own.  All 
the  time  I  was  in  hospital  I  was  perfectly  free  from  mental  worry,  in 
fact  was  surprised  when  your  assistant  often  said  to  me,  ‘  Whatever 
you  do,  don’t  worry,’  and  I  thought,  why  say  this,  I  have  nothing  to 
worry  about  and  do  not  do  so.  The  worst  part  of  my  illness  was  caused 
by  my  desire  to  get  home,  as  you  will  remember.  Having  done  so, 
my  mind  was  completely  at  rest.  I  did  some  work  in  the  mornings  and 
lazed  in  the  garden  in  the  afternoons.  Affairs  thenceforward  went 
reasonably  well  with  me,  I  had  no  mental  disturbance  whatsoever,  and 
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look  back  on  two  happy  years  with  good  reports  from  you  at  the  two 
visits  I  paid  you.  Unfortunately  my  mental  condition  is  bad  today, 
but  1  do  not  think  it  can  be  in  any  way  traced  to  my  pulmonary  tuber¬ 
culosis.  Actually  I  have  had  several  bouts  of  these  depressions,  the 
first  really  bad  attack  about  the  year  1931,  induced  no  doubt  by  business 
worries,  when  my  brother-in-law  took  me  to  Norway  for  some  six 
weeks  and  I  returned  quite  cured.  Another  in  1939,  induced,  I  believe, 
by  fear  of  what  was  to  come,  and  the  same  good  friend  took  me  on  a 
pleasure  cruise  to  the  West  Indies,  from  which  I  again  returned  per¬ 
fectly  cured  and  in  good  spirits.  Thenceforward  I  was  quite  all  right 
until  about  this  time  last  spring  when,  as  a  last  hope  to  get  rid  of  my 
depression,  I  was  flown  (being  too  weak  to  resist)  to  South  Africa. 

I  had  scarcely  been  there  a  fortnight  when  I  felt  perfectly  all  right  and 
realized  what  a  fool  I  had  been  and  vowed  I  would  never  get  like  it 
again.  I  am  sad  to  say  the  depression  returned  about  five  weeks  ago, 
and  in  spite  ol  my  having  gone  to  Scotland  for  nearly  three  weeks, 
returning  a  few  days  ago,  the  depression  is  still  with  me.  As  you  know, 
this  is  a  dreadful  condition  to  be  in  and  the  suffering  very  great.  I 

believe  the  only  answer  is  to  live  courageously  and  no  one  can  give 
an  easy  remedy.” 


June.  Aet  22.  Red  Cross  Nurse. 

The  V.A.D. 

work' in  M  UPMnUKi'?8  in  ue  Red  Cr0SS  aS  3  VA  D  as  her  war 
work  m  1939.  Much  later  she  told  me  that  as  a  child  she  always 

stuoWM  . Y3tCh  anythmg  th3t  Was  around  and  that  she  had  bJn 
f  p  d  ,0  take  UP  nursing.  Early  in  1940  she  suffered  from  influenza 

followed  shortly  after  by  German  measles,  followed  by  cerebro-sniml 

to  nurse  pa  ms  uff  n2  “  ^  by  'he  au>hori,ies 

virulent  forms ^  No  Manfoux  rlf  m°na7  tUberCulosis  its  most 
was  in  any  degree  immunised  •  was  performed  to  see  whether  she 

virgin  soil.  Virgin  soil  hnwe  *  6  d'sease>  or  whether  she  was 

masks  for  the  nurses  to  wear  1"’  6  P™Ved  t0  be'  There  were  no 

method  ofsterilizing  the  sputum  mungsa|eftndmgr  ‘°  !.he  patients  and  the 

owing  to  the  air-raid,  the  nurse  hfd  ,  T" 10  be  desired'  Farther, 
'~r:anged  m  ti6rS’  Wilh  or  no  ventilation  er8r°Und  W3rdS 
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June  developed  a  cough  in  the  winter  of  1942,  but  took  little  notice 
of  it,  and  it  disappeared  in  the  spring  of  1943.  In  the  following  summer, 
however,  it  returned  and  about  this  time  her  friends  remarked  on  her 
loss  of  weight.  She  also  began  to  be  conscious  of  night  sweats,  which 
she  attributed  to  too  heavy  bed  clothes.  June  was  an  active,  athletic 
girl,  fond  of  tennis  and  cricket,  and  she  would  not  face  up  to  the  fact 
that  she  was  not  well.  Soon  her  hand  was  forced,  for  after  falling  in 
a  race  in  the  hospital  sports,  in  addition  to  a  black  eye,  she  developed 
a  persistent  pain  in  the  left  side  of  the  chest  for  which  she  reported  sick 
two  weeks  later  thinking  a  rib  might  be  fractured.  On  X-ray  examina¬ 
tion  it  was  discovered  that  she  had  pulmonary  tuberculosis  affecting 
the  left  lung,  with  pleurisy. 

June  told  me  later:  “  1  do  not  think  I  have  ever  been  so  shattered 
or  depressed  in  my  life  as  I  was  when  they  told  me  I  had  tuberculosis. 

1  had  always  been  so  active  that  the  thought  of  being  stuck  in  bed  for 
weeks,  let  alone  months,  appalled  me.  1  think  had  1  known  how  many 
months,  I  should  have  given  up  in  despair.  However,  one  becomes 
optimistic.  I  suppose  it  is  because  most  of  the  time  you  feel  very  well 
with  tuberculosis  and  you  do  not  really  have  any  pain,  so  you  always 
think  it  will  be  the  next  month  you  will  get  up  after  your  monthly 
examination,  and,  if  it  is  not,  well  it  is  sure  to  be  the  next.  In  this  way, 
funnily  enough,  the  time  goes  quite  quickly,  and  suddenly  it  is  your 
month,  and  you  can  begin  to  get  up,  and  you  look  back  and  think  how 
amazing  it  is  that  you  have  really  been  in  bed  all  that  time.  I  would 
like  to  make  it  clear  that  I  think  it  is  only  possible  to  settle  down  to  a 
routine  when  everyone  else  around  you  is  doing  the  same.  You  do 
not  become  so  unsettled  and  impatient  that  way. 

“  i  find  it  quite  impossible  to  relax  at  home  and  become  resigned 
to  my  bed,  because  there  is  always  so  much  happening  and  so  many 
queries  to  be  answered  of  which  only  I,  when  I  am  there,  seem  to  know 

the  answer.”  (June  was  married  now.) 

“  I  should  have  to  be  drugged  into  apathy  or  semi-consciousness 
really  to  relax  at  home.  I  do  not  say  it  is  impossible  for  everyone  to 
rest  at  home  because  circumstances  alter  cases,  but  I  should  think  it 
very  difficult.  For  one  thing  you  always  seem  to  be  doing  things  you 
should  not,  possibly  only  little  things,  because  you  just  cannot  keep 
on  asking  people  to  do  them  for  you  all  the  time.  For  another  thing, 
when  people  come  it  is  awful  to  have  to  he  in  bed  and  hear  then 
talking  and  not  know  what  is  going  on;  at  least  it  is  for  me  because 

^."Ine  when5  she  was  admitted  under  my  care  to  hospital 
soon  after  the  tuberculosis  was  diagnosed  in  Sep  ember  1943.  She 
was  an  attractive  girl,  5  ft.  4  in.  in  height,  with  dark  hair,  brown  eye 
and  a  pink  complexion.  There  were  signs  of  tuberculosis  over 
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greater  part  of  the  left  lung  and  at  the  right  apex.  The  sputum  con¬ 
tained  tubercle  bacilli.  The  sedimentation  rate  of  the  red  cells  was  56 
mm.  plasma/1  hour  ( Westergren).  The  temperature  was  normal 
during  her  four  weeks’  stay  in  hospital  in  London,  and  the  sedimenta¬ 
tion  rate  fell  to  20  mm.  plasma/1  hour  (Westergren). 


The  Scottish  Sanatorium 

June  was  transferred  to  a  sanatorium  in  Scotland  in  October  1943. 
The  X-ray  film  showed  infiltration  in  the  upper  zone  of  the  right  lung; 
in  the  left  lung  there  was  diffuse  infiltration  in  all  zones,  with  pleural 
thickening  at  the  base.  There  was  a  suggestion  of  softening  in  both 
upper  zones.  June  felt  well,  had  no  cough  or  sputum,  and  the  sedi¬ 
mentation  rate  of  the  red  cells  was  26  mm./l  hour  (Westergren). 
She  was  a  very  good  patient  and  was  kept  strictly  at  rest  in  bed,  but 
during  the  next  two  months  the  disease  progressed  with  cavity  formation 
in  the  right  upper  lobe,  rise  of  temperature  and  a  sedimentation  rate 
of  41  mm.  plasma/1  hour  (Westergren).  A  right  artificial  pneumo¬ 
thorax  was  now  induced  with  marked  improvement,  after  a  few  small 
apical  adhesions  had  been  divided.  The  left  lung  appeared  also  to 

(Westergen)8'  ^  'he  Sed,mentation  rate  fe"  ,0  20  mm-  Plasma/1  hour 

Unfortunately  in  February  1944  the  temperature  and  the  sedi¬ 
mentation  rate  of  the  red  cells  rose  again,  and  the  X-ray  film  showed 
evidence  of  a  small  cavity  a.  the  left  apex.  June  was  behaving  ,Tue 

£',x“d'h' s  ™  ,r » **  «r « » »* Ui  Ps 

collapse  was  oblained  ihan  smlpspeiih6  and'  3  l"”*  *?,isfaclory 
adhesions  were  divided  at  the  left  apex.  ’  1944  3  few 

June  continued  to  make  good  progress  anrl  on  i  , 

tonum  at  the  end  of  January  1945  after  V  c/  i  g  ,he  sana- 
she  was  up  all  day  and  full  of  energy  with  a  normal  S'X'een  montbs’ 
no  cough,  no  sputum  and  a  bilatemi  artifida“mot“tl0n 


Kenus  in  London 


After  staying  in  Scotland  a  few  months  r„n. 
for  her  refills.  She  was  then  havina  m  Came  to  me  in  London 
and  form ighuy  refi,|s  Qn  (he  the  right  side 

1945  she  seemed  to  be  very  well  both  i  When  1  saw  June  in  April 

there  were  a  few  adhesions  at  (lie  left  L"?  '  Ttf  We"  Collapsed  although 

apex.  There  appeared  to  be  every 
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prospect  of  the  lesions  healing  in  each  lung  if  the  pneumothorax 
could  be  continued  for  another  four  or  five  years.  Next  month  June 
married  and  had  to  submit  to  two  refills  while  on  her  honeymoon. 

In  August  there  was  the  first  indication  of  possible  trouble  in  the 
future.  I  noticed  a  trace  of  fluid  in  the  costo-phrenic  angle  on  each 
side  on  screening  the  chest.  This  soon  absorbed,  but  in  February 
1946  a  little  fluid  again  formed  on  the  right  side,  which  persisted  for 
over  a  year.  June  was  now  leading  a  normal  life  at  home,  looking 
after  the  house,  feeding  the  animals  and  riding.  She  went  for  a  holiday 
in  Switzerland  and  indulged  mildly  in  winter  sports.  She  wanted 
to  appear  a  hundred  per  cent  fit,  chiefly,  I  think,  for  the  sake  of  her 
husband  who  was  fond  of  the  outdoor  life.  Apart  from  the  incon¬ 
venience  of  refills  every  two  weeks,  everything  appeared  to  be  going 
well  until  August  1948.  The  symptoms  now  first  appeared  in  the  left 
lung  which  proved  to  be  the  prelude  to  the  series  of  disasters  which  was 
to  follow.  June  noticed  that  when  lying  on  the  left  side  or  on  her  back 
she  had  some  difficulty  in  breathing,  and  was  conscious  of  a  bubbling 
sound  under  the  breast  bone.  I  could  hear  rhonchi  close  to  the  left 
border  of  the  sternum  as  she  lay  on  the  left  side,  but  none  when  she 
turned  on  the  right  side,  and  I  thought  she  had  a  bronchial  cold.  A 
further  unfavourable  sign  was  that  the  film  of  the  chest  now  showed 
a  denser  band  of  adhesions  at  the  left  apex.  A  week  later  these  bron¬ 
chial  signs  had  completely  disappeared,  which  was  opposed  to  a 

diagnosis  of  tuberculous  bronchitis. 

I  continued  the  refills,  and  once  more  all  appeared  to  be  well  unti 
the  spring  of  1949,  when  June  said  she  had  felt  “  toxic  aftei  the 
previous  refill.  She  had  also  been  thrown  off  a  horse  and  hurt  her  back, 
and  this  was  followed  by  a  cold,  a  “  bronchial  ”  cough.  aruT tuberde 
bacilli  were  again  found  in  the  sputum.  It  was  evident  that  the 
pneumothorax  was  not  controlling  the  disease,  the  active  focus  was 
almost  certainly  in  the  left  upper  lobe  where  the  lung  was  not  adequately 
col  ap  ed  owing  to  the  adhesions.  Tomograms  confirmed  this  view, 

• infers  si—  liMra  - 

adhesions  and  he  did  not  consider  that  a  thoracoplasty  would  collapse 
the  cavity  better  than  the  lung! 

pressure  in  the  left  pneumothorax 

to  try  and  compress  still  more  the  left  uppe'  Jo  months>  the 

There  was  some  improvement  dun  g 
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cough  and  sputum  disappeared  and  there  was  a  gain  in  weight.  Early 
in  November,  however,  June  caught  a  cold,  she  felt  tired,  and  was 
coughing  a  good  deal  in  the  morning,  bringing  up  sputum,  and  two 
weeks  later  I  arranged  a  second  consultation  with  the  surgeon.  He 
now  advised  that  the  patient  should  be  admitted  to  hospital  to  allow 


t&sszssax  cr or  » 

s;?“dh;  ,n  '!so  i,« 

in  the  collapsed  left  upp*r  lobe^lsee  Fin  °7(  ThT^hH  “h  “  lh'Ck  Wal' 
to  re-expand  under  streptomvcin  cove?  Th  Thl e  r|ght  lung  was  allowed 

of  P.A.S.  and  could  on/yTale  raifdosIsToTi  T ^ int°Ierant 
discontinued.  On  Ieavi„g 
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right  lung  was  almost  re-expanded  and  there  was  no  mediastinal 
displacement.  In  some  ways  she  seemed  rather  better  for  her  seven 
weeks’  rest  in  hospital,  for  she  had  gained  8  lb.  in  weight  and  was 
apyrexial  with  a  normal  sedimentation  rate. 

At  the  end  of  May  June  came  into  hospital  again  for  the  operation. 
It  was  found,  however,  that  the  sedimentation  rate  of  the  red  cells 
had  risen  to  30  mm.  plasma/ 1  hour  (Westergren),  and  the  shadow  of 
the  old  lesion  in  the  right  upper  lobe  looked  rather  more  obvious  in 
the  X-ray  film.  The  operation  was  postponed  indefinitely.  June  was 
kept  in  hospital  for  two  weeks  and  given  small  doses  of  P.A.S.,  which 
she  took  intermittently.  She  returned  home,  carried  on  with  her  house¬ 
work,  looked  after  the  animals  and  tried  to  lead  a  normal  life.  Although 
the  sedimentation  rate  improved  again  to  9  mm.  plasma/1  hour, 
during  the  summer,  she  did  not  feel  fit,  and  had  a  cough  with  a  little 
sputum.  During  July  June  and  her  husband  went  abroad  again  for  a 
holiday,  and  an  X-ray  on  her  return  showed  a  uniform  shadow  about 
2  in.  in  diameter  in  the  right  upper  lobe.  It  looked  like  a  tuberculoma. 
The  temperature  was  rising  to  100°  F.  sometimes  in  the  afternoon, 
and  the  sputum  was  blood-stained  at  times.  When  I  saw  this  large 
shadow  in  the  right  upper  lobe,  I  wished  we  had  not  allowed  the  right 
lung  to  re-expand.  At  any  rate  the  disease  on  this  side  had  been  well 
controlled  by  the  artificial  pneumothorax,  and  the  decision  to  allow 
it  to  re-expand  so  that  an  operation  could  be  performed  on  the  left  side, 
was  largely  forced  by  the  patient,  and  especially  by  her  husband's 
desire  for  her  to  be  one  hundred  per  cent  fit.  I  did  not  attempt  to 
re-induce  the  pneumothorax  on  the  right  side;  it  would  probably  have 
been  impossible,  and  in  any  case  it  would  have  made  the  patient  feel 
that  all  the  many  years  treatment  on  the  right  side  had  been  in  vain. 
I  gave  no  more  antibiotics,  but  continued  with  the  refills  on  the  left 
side  and  during  the  autumn  the  shadow  in  the  right  lung  gradually 
faded,  the  sedimentation  rate  of  the  red  cells  returned  to  normal  and 

the  patient  once  again  felt  very  well. 

In  February  1951  there  was  another  relapse.  June  complained 
of  cough  and  sputum  and  of  a  “  rattling  ”  sensation  in  the  left  side  of 
the  chest,  and  this  continued  until  the  end  of  May,  when  I  had  another 

consultation  with  the  surgeon.  The  X-ray  film  indicated  that  the  thic 

walled  cavity  was  still  open  in  the  left  upper  lobe,  but  the  light  ung 
appeared  now  to  be  satisfactory,  and  the  surgeon  said  she  should  come 

into  hospital  again  for  operation. 


The  Operations 


June  was  admitted  to  hospital 
June  1951.  The  fifth  left  rib  was 


again  for  operation  in  the  middle  of 
removed,  and  the  apical  and  doisal 
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segments  of  the  left  upper  lobe  were  resected  after  preliminary  decorti¬ 
cation  of  the  lung.  The  parietal  pleura,  which  was  also  stripped  ofi 
the  chest  wall,  was  several  millimetres  thick.  After  the  decortication 
the  lung  expanded  freely,  there  was  a  little  bleeding  on  the  surface 
which  was  easily  stopped.  A  cavity  the  size  of  a  two-shilling  piece, 
and  several  caseating  areas  were  present  in  the  portion  of  lung  removed. 
A  segment  of  bronchus  was  examined  microscopically  and  no  evidence 
of  tuberculous  bronchitis  was  found. 

The  temperature  was  101 -2°  F.  on  the  evening  of  the  operation, 
and  the  next  day  it  was  101°  F.  in  the  morning  and  102-4  F.  in  the 
evening.  1  did  not  see  June  until  the  fourth  day.  Just  before  I  went 
into  her  room  my  house  physician  said,  “  She  is  not  so  well  today.” 

I  did  not  think  there  was  anything  seriously  wrong,  but  on  going  into 
the  room,  as  I  stood  at  the  foot  of  the  bed  near  the  door,  I  found  her 
lying  on  her  right  side  turned  away  from  me,  and  almost  on  her  face. 


On  the  other  side  of  the  bed,  in  this  small  room,  was  a  house  surgeon, 
massive  and  expressionless;  near  him  a  taller  and  older  man,  a  surgical 
assistant,  and  lolling  across  the  armchair,  a  female  figure,  in  a  white 
overall,  who  was,  I  soon  discovered,  the  inevitable  physiotherapist. 
She  appeared  to  be  a  somewhat  bored  spectator,  awaiting  orders  to 
get  busy  on  the  patient.  I  looked  enquiringly  around,  no  one  spoke 
until  eventually  the  elder  surgeon  murmured,  “  She’s  very  bad.” 

I  was  horrified.  My  heart  sank.  1  was  appalled  at  the  thought 
that  my  patient  was  dying.  I  asked  my  house  physician  to  fetch  a 
nurse,  and  the  two  surgeons  and  their  accompanying  physiotherapist 
went  out  without  a  word.  1  walked  round  the  bed  and  looked  at  the 
patient;  her  normal  pink  complexion  had  completely  faded*  her 
c  teeks  were  pale  with  venules  standing  out  in  pink  strands  on  a 
faintly  yellow  background.  She  stared  at  me,  a  somewhat  aggrieved 
look  m  her  brown  eyes,  but  did  not  appear  to  recognize  me.  1  said 
ow  are  you.  She  murmured  something  unintelligible.  1  felt 
the  pulse,  it  was  ol  poor  volume  and  rapid,  140  beats  a  minute  The 
respirations  were  30  a  minute,  and  the  temperature  101°  F  I  listened 
o  the  back  of  the  chest;  the  right  lung  was  clear,  but  there  were  rales 
throughout  the  left  lung  with  weak  breath  sounds  There  was  no 
displacement  of  the  heart  to  the  left.  On  leaving  the  room  I  found 
the  surgeons  waiting  outside.  The  elder  said-  “  „  °U, 

d- 

sex  X^aC0yUeSarsayftiCriahe  fi°  ?h  ^"i^  PaSteUr  at  the  Middle‘ 
Itmg,  I  knew  something  about  the  condir"^  TfSIVe  collaPse  of  the 

~  ”  “•  “"*>« ■« ■«. ri,  2™ 
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wards  confirmed  my  view.  It  was  probable  that  the  decortication  of  the 
pleura  had  liberated  toxins  into  the  general  circulation  which  produced 
this  severe  infection.  I  have  seen  this  take  place  after  decortication 
in  chronic  empyema  and  it  may  prove  fatal.  The  alternative  view  was 
that  a  spread  of  infection  had  occurred  in  the  lower  lobe  or  into  the 
pleural  space.  In  any  case  the  services  of  the  physiotherapist  or  bron¬ 
choscopy  could  only  do  harm  and  might  prove  fatal.  Subsequent 
events  indicated  that  the  pleural  space  was  infected,  and  eventually  an 
infected  blood  clot  formed  at  the  amputated  apex  of  the  lung. 

I  left  the  room  with  a  sad  heart,  fearing  my  patient  was  dying,  and 
the  next  day  set  forth  on  my  holiday;  many  times  during  the  next 
three  weeks  my  thoughts  turned  to  her  bedside  as  I  wondered  what  I 
should  find  on  my  return.  Almost  as  soon  as  I  was  home  the  Sister 
telephoned  to  say  that  June  was  to  be  operated  on  again  the  next  day 
and  she  wanted  to  see  me  as  she  held  on  to  me  like  a  rock. 

When  I  went  into  her  room  I  found  a  scene  very  different  from  my 
last  visit.  June  was  sitting  up  in  bed,  her  normal  pink  complexion 
had  returned,  and,  apart  from  a  noticeable  thinness  of  the  face,  she 
was  looking  very  well.  The  chest  had  been  aspirated  several  times, 
and  the  temperature  was  now  normal.  The  X-ray  film  showed  two 
fluid  levels  over  the  upper  part  of  the  left  lung,  and  it  was  proposed 
to  do  an  upper  thoracoplasty  to  close  the  space  above  the  lung. 

At  the  operation  the  second,  third,  and  fourth  lett  ribs  were  resected, 
together  with  a  portion  of  the  lower  part  ot  the  scapula,  and  the 
infected  blood  clot  removed.  I  saw  the  patient  the  following  day, 
she  was  in  much  pain,  and  spoke  in  a  weak  and  listless  manner.  Her 
brown  eyes  were  dull  and  her  cheeks  had  once  more  lost  their  lovely 

bloom.  .  T  »  u-  f 

A  few  days  later  there  was  considerable  improvement,  June  s  chiet 

complaint  now  being  of  pain  in  the  left  shoulder  and  arm,  with  weakness 
in  abduction  and  elevation.  The  sedimentation  rate  ol  the  red  ce  s 
was  very  high,  65  mm.  plasma/1  hour  (Westergren).  A  week  late, 
the  reading  fell  to  45  mm.  and  the  power  of  movement  was  returning 
in  the  left  upper  arm.  The  temperature  was  now  reaching  99  K  in 
the  evenings  and  there  was  no  cough  and  no  sputum.  June  was 
looking  and  feeling  very  well 

“  And  in  her  cheeks  the  vermeil  red  did  show 
Like  roses  in  a  bed  of  lilies  shed. 

Early  in  September,  ten  weeks  after  the  thoracoplasty,  June  left 
hosnita/  There  was  still  X-ray  evidence  of  air  and  fluid  in  the  space 
above  the  lung.  When  1  said  goodbye  I  added,  “  No  more  refills  now. 
I  shall  not  see  you  at  Wimpole  Street.  She  replie  , 
by  habit.” 
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I  did  not  see  June  again  for  two  months,  she  was  now  up  four 
hours  a  day,  but  was  bringing  up  a  little  sputum  and  had  considerable 
pain  on  moving  the  left  arm.  The  X-ray  film  of  the  chest  showed  a 
small,  triangular  air  space  in  the  left  mid-zone,  which  the  surgeon 
considered  to  be  outside  the  lung,  the  air  probably  coming  from  the 
alveoli,  after  the  decortication.  Early  next  year  there  was  a  slight 
improvement,  but,  somewhat  unwisely,  I  thought,  she  and  her  husband 
had  arranged  to  go  for  a  holiday  to  Italy.  They  were  both  trying  to 
live  now  as  if  there  was  nothing  the  matter,  as  if  the  long  illness  was  a 
thing  of  the  past,  to  be  completely  forgotten. 


“  h' you  have  tears,  prepare  to  shed  them  now.” 

On  their  return  in  March  June  was  much  worse,  the  holiday  had 
done  no  good.  For  the  first  time  she  was  wheezing  practically  all 
day,  even  when  sitting  in  a  chair.  She  could  not  lie  on  her  back  or  on 
her  left  side  owing  to  difficulty  in  breathing,  and  there  was  much 
cough  and  sputum.  The  sputum  contained  tubercle  bacilli  and  the 
temperature  was  reaching  100°  F.  in  the  evening.  Tomograms  showed 
no  signs  of  cavity  in  the  left  lung,  but  there  was  evidence  of  a  calcified 
focus  in  the  lei  (  base,  a  calcified  mass  in  the  left  root  area,  with  infil- 
rat.on  m  the  left  upper  zone.  When  I  told  the  husband  the  result  of 
,  "iv^hgahons  he  said,  “The  operation  has  failed.”  June  went 
home  to  bed  and  began  a  course  of  iso-nicotinic  acid  hydrazide  mg  100 

dned  uo  Y’  The  “  7?  ™  to  norma,  and  tte  sprnlim 

dried  up.  The  appetite  improved  and  when  I  next  saw  her  in  June 
he  was  much  better  and  couId  breathe  ^  ™  her  m  June 

hke  a  new  woman.  I  was  very  ill  when  1  last  saw  you ’’  The  husband 

Tfe^aPX’eWaaSndmrnf  ^  Sayi"g  how  '”uch  “ 

saw  June  three  months  later,  i^fepLmber  "on  "  •*  "7' 

iso-nicotinic  acid  hvdrazidp  thp  ,  ,  ’  discontinuing  the 

the  tablets  faded  to  work  I,  ?  and  SpUtUm  returned>  a"d  now 

as  a  policy  of  despair  told  mp  u  m  .  . ,  \  husband,  perhaps 

Africa  for  the wm,? “„e  *  , it  f  «°  ***  Wife  to  Sou'h 

saw  her  on  her  return  in  March  195?  [he  hid  toTfiV"*1  Whe"  ' 
was  running  a  temperature  of  99”  to  1(XT  F  1  u  '  'n  We,ght’ 
cough  and  expectoration  She  was  h  eveninS»  aad  had 

She  seemed  almost  ashamed  of  her  illnesTanTof  fd’fh5dly  sPeaking, 
to  treatment,  her  face  was  thin  and  he  u  ,  ler  lailure  to  respond 
to  add  to  her  discomfort  she  was  a  mn  tv?  $  U  dde  cyan°sed,  and, 
yettrs  I  had  come  to  admire  The  spirit  "of  °Ver  a"  these 

pint  ot  thls  unfortunate  sufferer. 
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She  complained  very  little  in  words  when  each  setback  occurred,  and 
it  was  by  her  manner  and  voice  on  entering  my  consulting-room  that 
I  was  able  at  once  to  tell  whether  she  was  on  the  upward  or  downward 
slope. 

The  X-ray  film  of  the  chest  showed  fresh  infiltration  in  the  upper 
zone  of  the  right  lung.  The  cheerful,  hearty  husband  could  not  under¬ 
stand  why  the  right  lung  had  gone  wrong  again,  and  as  June  went 
down  my  front  door  steps,  she  looked  back  at  me  with  sorrowing 
apprehension  in  her  lovely  soft  brown  eyes,  for  she  undoubtedly 
realized  the  gravity  of  her  condition.  The  pregnancy  was  terminated 
shortly  afterwards  and  as  a  last  hope  it  was  arranged  for  her  to  go  to 
a  sanatorium  in  Switzerland. 

June’s  reactions  to  this  period  were  as  follows: — 

“  After  my  operation,  on  which  1  had  pinned  all  my  hopes,  every¬ 
thing  was  fine  and  I  did  not  cough  at  all.  You  can  have  no  idea  the 
sheer  heaven  of  going  day  after  day  without  having  to  cough  once, 
and  it  must  be  bliss  to  the  people  with  whom  one  is  living  not  to  hear  it. 
Unfortunately  a  few  months  later  it  began  again.  It  was  so  dis¬ 
appointing,  but  it  was  winter  and  1  thought  it  might  improve  with  the 
better  weather.  In  April  1  had  a  high  temperature  for  about  two  weeks, 
and  my  sputum  was  also  stained.  I  have  often  noticed  that  if  my 
temperature  is  high  my  sputum  is  stained,  and  as  soon  as  my  temperature 
goes  down  my  sputum  is  back  to  normal.  When  I  took  the  I.N.AYL 
pills  my  sputum  dried  up  and  my  cough  went,  and  then  suddenly  they 
stopped  working  and  1  was  back  to  where  I  started.  1  felt  so  disillu¬ 
sioned  it  would  have  been  better  in  a  way,  if  they  had  not  worked 
at  first.’  1  was  now  very  unhappy  as  l  was  getting  more  sputum  and  more 
cough  than  I  had  before  the  operation.  Oh,  I  know  the  operation  was 
necessary  and  it  was  successful  and  1  am  very  grateful,  but  I  had  pinned 
such  high  hopes  on  it  that  1  found  it  difficult  to  reconcile  myself  to  the 

faCt‘'lAnyhowwe  decided  to  miss  the  winter  in  England  that  year  and 
bo  to  South  Africa  and  see  if  1  would  be  any  better.  We  reached 
Cane  Town  at  the  end  of  October  and  the  weather  was  Pleasant|y 
C  Hut  not  hot  We  stayed  there  for  six  weeks  during  which  time 
fh  erally  d  d  liule  el^  but  sleep  and  eat  and  laze  around,  just  going 
hv  car  to  ee  various  places  of  interest.  1  met  many  people  who 
suffered  from  bronchitis  who  came  from  England  and  they  maintained 
that  after  about  a  fortnight  of  South  Africa  their  coughs  d.sappeared 

SO  I  sat  down  happily  to  wait  °f  ““SlUoughS  in’ the°morning, 

but^nffie^afternoon  and  evening^  harffiy^s^med^to^cough^at^affi  and 

X*X  Fnon,  C.p.  Town  we  wenl  fo  a  U  «** 
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village  called  Hermanus  where  we  stayed  a  fortnight.  Here  we  just 
pottered  around  and  I  rested  every  afternoon  until  tea-time.  We 
also  had  the  finest  food  anywhere  in  our  travels,  so  I  should  have  been 
well. 

“  On  December  20th  we  left  to  go  to  a  place  outside  Knysna. 
It  is  a  sort  of  summer  residence  which  is  just  used  when  the  owners 
feel  like  it  or  at  holiday  times,  it  is  about  300  miles  out  of  Cape  Town. 
The  house  felt  dark  and  cold,  I  loathed  it  on  sight.  As  it  had  not  been 
used  since  the  previous  Easter  the  beds  were  damp  and  I  could  not 
air  them  because  it  had  begun  to  rain.  There  were  no  modern  conveni¬ 
ences  and  the  lavatory  was  out  in  the  forest  somewhere.  I  named  it 
the  snake-pit,  because  you  had  to  be  careful  of  snakes  on  the  way. 

I  do  not  mind  Spartan  conditions  in  the  ordinary  way,  but  somehow 
I  loathed  the  place.  I  had  not  been  there  more  than  a  day  before  I 
felt  I  could  not  breathe.  The  trees  at  the  back  came  right  down  to  the 
house.  I  like  trees  ordinarily  but  these  were  different.  They  were 
heavy  and  hung  with  creepers  so  that  you  could  not  see  through  them, 
you  felt  you  were  being  smothered.  In  front  of  the  house  was  a 
“  lag°on^’  not  as  you  would  imagine  one,  or  as  I  did  before  I  came  to 
the  place,  as  a  lake  of  blue  water,  but  a  sort  of  muddy  river.  When 
you  went  down  it  in  a  rowing  boat,  it  was  not  very  deep;  it  was  an 
eerie  experience  because  the  forest  came  down  to  the  banks  on  either 
side  and  was  quite  impenetrable,  with  a  deathly  hush  hanging  over 
everythmg  not  even  a  bird  call  being  heard.  It  gave  me  the  shivers. 

Iter  the  second  day,  I  began  to  feel  rotten  and  my  breathing 
realiy  was  worse,  as  I  was  full  of  phlegm.  My  cough  naturally  increased 
and  I  began  to  run  a  temperature.  1  think  a  lot  of  this  was  due  to 
climbing  up  the  wretched  mountain,  although  I  did  this  as  little  as 

aroTnd^oj"  102  °F  y  ‘"Tf  lXCept  °n  leaving'  M *  temperature  was 

I  was  still  running  a  temperature  and  coughing  but  not  so  murh 
bmerraann°d  mvcWeekhmy  ‘emperatUre  d«  and  I  begL  to  fee. 

s.ni  c:nugtr  NowridX“  vjth  Vf 

me  any  better.  I  think  I  had  become  1  nCa,  WaS  n0t  g0Illg  to  make 
that  I  would  no,  get  any  better  and  hTVi  **  ™gned  t0  the  fac‘ 
wee.  What  I  colid  „  yt  STS  S  frustration 
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able  to  do  what  other  people  were  doing,  or  even  what  1  would  like 
to  do  myself,  and  to  hear  my  husband  having  to  make  excuses  for  me. 
It  is  not  so  bad  when  it  is  only  for  a  short  time,  but  when  it  goes  on 
for  year  after  year  it  is  demoralizing.  What  is  worse,  1  look  so  much 
more  healthy  than  most  other  people,  so  that  they  find  it  hard  to 
believe  there  is  anything  wrong  with  me.  1  think  that  has  been  half  the 
reason  for  my  still  having  this  wretched  disease,  because,  as  I  look 
well  and  have  a  good  colour,  people  expect  more  of  me  than  I  am 
capable  of  giving,  and,  in  desperation,  I  have  done  things  I  know  I 
should  not  have  done.  If  I  had  been  pale  and  thin,  people  would  have 
said,  ‘  Poor  thing,  she  does  look  ill,’  and  left  me  alone. 

“  On  my  journey  home  I  was  all  right  the  first  few  days  on  the 
ship,  but  as  it  started  to  get  progressively  hotter  as  we  neared  the 
equator,  I  began  to  feel  rotten.  I  started  to  run  a  temperature  again 
and  I  also  began  being  sick,  which  of  course  did  not  help  at  all.’ 


Switzerland 

June  arrived  at  the  sanatorium  in  Switzerland  at  the  end  of  April 
1953,  and  five  weeks  later  the  superintendent  wrote  to  tell  me  that 
she  was  making  good  progress,  and,  owing  to  her  intolerance  to  P.A.S. 
when  taken  by  "mouth,  it  was  being  administered  by  intravenous 
injection.  The  tomograms  indicated  that  there  were  infiltrative 
changes  in  the  right  upper  lobe  with  very  small  destructive  spots,  and 
two  small  cavities  in  the  upper  part  of  the  left  lung.  The  films  were 
sent  to  me  and  were  very  similar  to  the  last  ones  taken  in  England. 
One  of  the  translucent  areas  in  the  left  upper  zone  appeared  to  be 
a  bronchus  and  the  other  due  to  air  outside  the  lung,  which  had  con¬ 
siderably  absorbed  in  the  interval.  .  ,  o 

June  wrote  to  me,  and,  after  complaining  of  the  cost  of  the  drugs, 

added  “  Anyhow  the  air  is  fine.  I  am  in  bed,  but  this  I  expected  so 
am  not  disappointed.  In  any  case  I  should  probably  get  too  restless 

if  I  were  up,  and  would  want  to  come  home. 

Three  weeks  later  the  sanatorium  report  was  more  encouraging. 
There  was  considerable  improvement  and  recoveiy  was  lope  • 
I  had  no  further  news  from  Switzerland  until  December  1953.  June 
had  done  very  well,  but  during  the  previous  two  weeks  had  developed 
bronch  t  The  shadow  in  the  right  upper  lobe  was  smaller,  the 
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tube,  and  this  was  to  be  followed  by  rib  resection.  Shoitly  afterwards 
I  was  visited  by  the  patient’s  sister  who  had  been  to  the  sanatorium. 
She  said  that  June  was  anxious  to  stay  in  Switzerland  and  felt  she 
would  get  well  if  allowed  to  remain  there.  She  added,  “  She  does  not 
complain,  and  she  has  never  done  so  throughout  her  long  illness. 

Tuberculous  empyema  is  a  grave  complication  of  lung  resection, 
and  what  would  be  the  end  of  this  tragic  story  I  could  not  say.  I  could 
only  ask 

“  Why,  Disease,  doest  thou  molest 
Ladies,  and  of  them  the  best?  ” 

In  November  1954  I  received  another  report  from  Switzerland. 
The  operation  had  now  been  performed.  It  was  found  that  the 
empyema  had  perforated  into  the  lung  and  the  purulent  sputum  was 
originating  from  the  empyema.  The  perforation  hole  was  closed  and 
the  thoracoplasty  was  completed  without  any  further  lung  resection. 
The  physician  wrote  that  he  hoped  that  June  would  make  a  complete 
recovery  in  the  spring  or  summer  of  next  year. 

Her  husband,  who  had  been  out  there  at  the  time  of  the  operation, 
told  me  that  she  had  been  desperately  ill  after  the  operation  but  her 
courage  remained  unabated  and  she  was  full  of  hope  for  a  complete 
recovery.  Despite  these  hopeful  reports  she  died  eight  weeks  later. 

****** 

There  is  another  trial  to  which  some  young  tuberculous  patients 
are  subjected,  and  that  is  parental  over-anxiety.  This  may  be  so 
pronounced  as  to  interfere  seriously  with  the  patient’s  treatment 
or  convalescence,  and  even  to  threaten  a  rupture  in  his  married  life. 
Here  are  two  examples : — 


Georgina.  Aet  18.  Student. 

This  girl  returned  from  a  holiday  in  the  South  of  France  one 
August.  Her  mother  said  that  she  caught  a  chill  there  owing  to  not 

IT"8  T7?  C'°,theSr  A  m°mh  later  Geor«ina  shivered  and  noticed 
pam  in  the  left  stde  of  the  chest.  The  temperature  rose  to  103°  F 

nd  a  consultant  was  called  in  who  made  a  diagnosis  of  virus  pneumonia 

No  satisfactory  response  being  obtained  with  the  routine  treatment  of 

revealeTth?  aure°ntycin,  an  X-ray  film  was  taken  which 

ealed  the  presence  of  a  pleural  effusion.  The  patient  then  came 

of  the^uh?  hUndeH  ml  Ca,re’  3nd  8uinea-P'g  inoculation  and  culture 
of  the  fluid  showed  tubercle  bacilli.  She  did  very  well  with  a  course 

X  ravfil  °nSf  TPt0mycin’  the  fluid  absorbed,  and  subsequent 

O tt?vuithheoCshph;,SGeWo d  "°  CVidenCe  °f  PU'“*  ‘uberSceulUst 

leaving  hospital  Georgina  went  to  a  convalescent  home  for 
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two  months  and  returned  feeling  very  fit.  1  saw'  her  subsequently, 
at  first  every  two  months  for  a  year,  and  then  at  longer  intervals.  Her 
mother  always  came  with  her  and  exhibited  the  greatest  anxiety  and 
vexation  of  spirit.  She  complained  that  her  daughter  did  not  wear 
enough  clothes,  that  her  heart  beat  loudly  when  she  was  lying  down, 
and  that  she  did  not  consider  it  wise  for  her  to  go  out  in  the  evenings 
to  the  theatre  or  to  an  occasional  party,  as  she  was  so  easily  fatigued. 
The  whole  attitude  of  fussiness  and  parental  worry  threatened  to  render 
the  daughter  a  permanent  invalid. 

The  girl  was  engaged  to  be  married,  and  had  been  engaged  before 
the  onset  of  the  illness.  She  now  naturally  wanted  to  go  out  with  her 
fiance,  but  gradually  became  so  obsessed  by  the  necessity  of  taking 
extreme  care  of  herself  that  she  was  frightened  of  doing  anything 
which  might  involve  a  little  extra  fatigue. 

The  wedding  took  place  two  years  later,  and,  after  returning  from 
the  honeymoon,  her  husband  brought  her  to  see  me,  and  this  time 
without  her  mother.  The  bride  said  she  felt  “  fine,”  she  looked  well, 
the  X-ray  film  was  perfectly  satisfactory,  and  I  hoped  that  she  no 
longer  regarded  herself  as  an  invalid.  The  husband  then  asked  to 
speak  to  me  alone.  He  said  he  was  very  concerned  about  the  state 
of  his  wife’s  health.  He  told  me  that  she  behaved  as  if  she  were  a 
complete  invalid,  and  before  they  went  away  for  the  honeymoon 
abroad  his  mother-in-law  gave  him  a  list  of  instructions  he  was  to 
observe.  I  asked  what  these  instructions  were,  and  he  replied,  “  How 
long  Georgina  was  to  be  in  bed  each  night,  how  far  she  could  walk, 
and  how  important  it  was  that  she  should  not  bathe  or  be  exposed 
to  the  sun.”  He  went  on  to  say  that  after  her  illness,  and  before  their 
marriage,  if  he  took  his  fiancee  to  a  dance  once  in  two  weeks,  she 
would  only  dance  once  in  the  evening.  If  he  suggested  a  ride  in  the 
car  she  said  she  felt  sick  and  wanted  to  return  home  after  half  an  hour. 
If  they  went  out  sight-seeing  she  could  not  walk  up  half  a  dozen  stairs. 

When  they  first  began  home  life  after  the  honeymoon  his  wife 
rose  to  prepare  the  breakfast  at  8  a.m.,  but,  alter  a  lew  mornings, 
she  said  it  was  too  much  for  her,  as  she  should  not  get  up  before  half 
past  nine.  For  the  first  few  days  he  came  home  at  midday,  until  his 
wife  nearly  had  a  nervous  breakdown  owing  to  the  effort  of  preparing 

the  lunch.  . , 

The  husband  emphasized  that  he  wanted  to  do  everything  he  could 

for  his  wife,  and  added  that  he  did  not  break  off  the  engagement  when 
she  became  ill,  although  advised  to  do  so  by  many  of  his  friends. 
He  wanted  now  to  know  whether  she  was  such  an  invalid  as  her  mother 
appeared  to  believe.  If  that  were  so  he  would  do  all  that  were  necessary 

to  protect  her  health. 

I  assured  him  that  Georgina  could  safely  do  a  great  deal  more 
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now,  that  she  should  be  encouraged  to  go  out  with  him  from  time  to 
time,  and  that  she  should  not  be  treated  as  an  invalid.  It  appeared 
to  me  that  the  mother’s  excessive  anxiety  lest  her  daughter's  health 
should  break  down  involved  an  even  greater  risk  of  a  breakdown  of 
the  marriage. 


Christopher.  Aet  20.  Living  at  home. 

This  young  man  had  been  leading  the  life  of  an  invalid  for  over 
five  years  when  I  was  first  asked  to  see  him.  While  at  school  at  the  end 
of  1948,  a  routine  mass  miniature  radiographic  examination  was  carried 
out,  and  he  alone  was  found  to  be  affected,  although  feeling  in  perfect 
health.  For  a  schoolboy  to  be  told  under  these  circumstances  that  he 
is  suffering  from  a  serious  disease  of  the  lungs  must  come  as  a  great 
shock  to  the  nervous  system,  even  to  the  most  phlegmatic. 

The  X-ray  film  showed  evidence  of  tuberculous  infiltration  in  both 
upper  lobes,  and  the  sedimentation  rate  of  the  red  cells  was  raised  to 
26  mm.  plasma/ 1  hour  (Westergren).  Christopher  was  taken  away 
from  school  and  treated  in  a  somewhat  desultory  manner,  with  periods 
of  rest  in  bed  at  home,  interspersed  with  visits  to  the  country  or  seaside. 
He  was  also  sent  twice  to  sanatoria,  once  in  Switzerland  and  once  in 
England,  and  was  given  courses  of  injections  of  streptomycin  combined 
with  para-aminosalicylic  acid  by  mouth. 

1  first  saw  this  very  pleasant  and  sensible  young  man  in  the  summer 
ot  1953,  when  he  told  me  that  he  felt  perfectly  well  but,  at  varying 
intervals,  he  was  said  by  his  doctors  to  be  ill,  and  he  was  then  sent 
to  bed  for  an  indefinite  period.  “  I  never  feel  any  different,”  he  added, 

‘  when  I  am  supposed  to  be  well  and  when  I  am  told  I  am  ill,”  and  he 

was  becoming  very  cynical  about  the  wisdom  of  the  medical  pro¬ 
fession.  F 


I  made  my  clinical  examination  and  looked  at  the  X-ray  films, 
here  was  no  doubt  that  there  was  now  a  thick-walled  cavity,  half  an 
inch  in  diameter,  in  the  left  upper  lobe.  In  the  1951  film  this  lesion 
appeared  as  a  solid  mass,  but  in  November  a  small  area  of  translucency 
could  be  seen  in  its  centre.  Some  of  the  lesions  in  the  right  upper  lobe 
showed  evidence  of  calcification. 

In  th,s  “se  "f  bo>,'s  father  was  the  parent,  who,  by  his  ill-concealed 
over-anxiety  and  irritating  insistence  on  comparatively  unimportant 
details  of  treatment,  added  to  the  tribulations  inherent  in  the Tsease 
I  advised  that  Christopher  should  come  into  hospital  in  London 
i  a  view  to  resection  of  the  upper  lobe  of  the  left  lung  or  a  part 
thereof.  A  segmental  resection,  with  removal  of  the  cavltated  area 

fillStShUeCesepace"y  rjl0nned’  **“  remainder  of  lhe  lung  expanding  to 
very  smoothlv  Ta  were  no  complications,  everything  went  off 
y,  and  a  month  later  the  patient  was  transferred  to  a 
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sanatorium  lor  convalescence.  He  remained  there  for  eight  months, 
gained  a  stone  in  weight,  was  able  to  walk  two  miles  a  day,  and  was 
described  by  the  superintendent  as  “  an  excellent  and  co-operative 
patient  throughout.” 

On  returning  home  his  father  brought  him  to  see  me  again,  to 
discuss  the  immediate  and  distant  future.  The  X-ray  film  now  showed 
no  evidence  of  tuberculosis  in  the  left  lung,  and  the  lesions  in  the  right 
upper  lobe  appeared  slightly  more  calcified.  The  dominating  manner 
in  which  his  father  spoke  to  him,  such  as  telling  him  to  sit  down  or 
stand  up,  made  me  feel  most  uncomfortable  and  sorry  for  the  boy. 
The  question  of  milk  came  up  once  more,  for  Christopher  had  an 
intolerance  of  milk.  He  had  been  forced  to  drink  so  much  during  the 
early  stages  of  his  illness  that  he  regarded  milk  drinking  as  indicative 
of  disease.  He  would  not  take  it  in  tea  or  coffee,  and  only  in  minute 
amounts  on  cereals.  His  father  rang  me  up  several  times  and  urged 
me  to  “  give  him  a  good  talking  to,  and  tell  him  he  must  take  milk.” 
We  discussed  the  future,  and  the  father  said  his  plan  was  that  they 
should  go  for  a  motoring  holiday  abroad,  and  on  returning  his  son 
should  start  work  in  his  business,  at  first  for  two  to  three  hours  a  day. 
I  was  opposed  to  the  motoring  holiday  and  wondered  whether  Christo¬ 
pher  wanted  to  go  into  his  father’s  business,  and  so  I  enquired,  “  What 
do  you  want  to  do  in  life?  ”  He  replied,  somewhat  resignedly,  “  I  am 
to  go  into  my  father’s  business.”  He  had  no  apparent  enthusiasm  for 
this,  but  he  was  trained  for  nothing  else,  owing  to  the  six  years'  illness 
beginning  before  he  should  have  left  school. 

I  advised  that  he  should  not  go  abroad,  but  should  take  a  quiet 
holiday,  away  from  his  parents,  in  England  for  two  or  three  months. 
He  was  a  sensible  patient,  not  likely  to  overdo  things,  and  did  not 
mind  going  alone  to  a  hotel.  This  would  form  an  intermediate  step 
between  leaving  the  sanatorium  and  returning  to  home  life. 

I  now  tried  to  encourage  Christopher  that  he  would  become  quite 
fit,  after  his  long  illness.  He  looked  at  me  with  a  whimsical  smile  and 
said,  “  You  should  treat  my  father  and  persuade  him  I  am  not  in 
danger  of  an  immediate  breakdown. 
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“  Death  in  itself  is  nothing ,  but  we  fear 
To  be  we  know  not  what,  we  know  not  where." 

Aureng-Zebe 

I  have  read  recently  in  a  medical  journal  that  the  treatment  of 
congestive  failure  has  improved  very  much  during  the  last  twenty 
years,  and  I  do  not  think  that  anyone  would  take  exception  to  this 
statement. 

The  discovery  by  Withering,  in  1785,  of  the  wonderful  diuretic 
effect  of  digitalis  in  cases  of  heart  failure  and  its  action  upon  the  heart 
is  one  of  the  outstanding  achievements  in  therapeutics.  Had  the 
virtues  of  the  purple  foxglove  been  fully  known,  even  one  or  two  years 
earlier,  Samuel  Johnson’s  life  might  have  been  considerably  prolonged, 
for  he  died  at  the  age  of  seventy-five,  on  Monday,  December  13th, 
1784,  at  about  seven  o'clock  in  the  evening. 

The  main-stays  of  treament  in  cases  of  congestive  failure,  just 
previous  to  the  discovery  of  digitalis,  were  opium,  squills,  and  incisions 
in  the  legs  to  drain  away  the  fluid. 

Samuel  Johnson’s  “  asthma  ”  was  probably  cardiac  asthma.  His 
fatal  illness  began  early  in  1784;  it  was  followed  by  a  remission  in  the 
spring  and  early  summer  when  the  breathing  improved  and  the  oedema 
lessened,  only  to  be  succeeded  by  the  relapse,  in  the  autumn,  which 
proved  fatak  During  September  1784  Dr.  Johnson  wrote  to  Dr 
Brocklesby,  ‘‘  The  nights  are  still  sleepless  and  the  water  rises,  though 
it  does  not  rise  very  fast.  .  .  .  The  squills  I  have  not  neglected;  for  I 
have  taken  more  than  a  hundred  drops  a  day,  and  one  day  took  two 
hundred  and  fifty,  which  according  to  the  popular  equivalence  of  a 
drop  to  a  gram,  is  more  than  half  an  ounce.”  Early  in  October  he 
wrote,  “  Of  the  dropsy,  in  the  beginning  of  the  summer  and  in  the  spring 
recovered  to  a  degree  which  struck  with  wonder  both  me  and  mv 
physicians:  the  asthma  now  is  likewise,  for  a  time,  very  much  relieved 

V  •  dropsy  has  made  two  a«acks,  and  has  given  way  to  medicine ! 
the  asthma  is  very  oppressive,  but  that  was  likewise  once  remitted’ 

lal7ofV"ak’  and  ^  Sleepl6SS;  bUt  *  "  time  to  conclude  my 

!n  November  Johnson  wrote,  “I  am  as  I  was,  but  having  seen 
7;  B,0^lesby>  am  to  ply  the  squills;  but,  whatever  be  their  efficacy 

on  NTvemrkh0T7”ead  ^  ‘°  B°SWel1'  Writte" 

my  breath  very  short,  and  the  water  is 
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Later  Boswell  wrote  of  Johnson,  “  Imagining  that  the  dropsical  col¬ 
lection  of  water  which  oppressed  him  might  be  drawn  off  by  making 
incisions  in  his  body,  he,  with  his  usual  resolute  defiance  of  pain, 
cut  deep,  when  he  thought  that  his  surgeon  had  done  it  too  tenderly.” 

A  week  before  his  death  Johnson  said  to  Mr.  Toole  that  when  he 
recovered  in  the  previous  spring  he  had  only  called  it  a  reprieve,  but 
that  he  did  not  think  it  was  for  a  longer  time.  The  end  came  peacefully 
on  December  13th,  “with  so  little  apparent  pain  that  his  attendants 
hardly  perceived  when  his  dissolution  took  place.”  Mr.  Francis 
Barber,  his  faithful  negro  servant,  and  Mrs.  Desmoulins,  the  widow 
of  a  writing-master  who  lived  in  his  house  and  to  whom  he  allowed 
half  a  guinea  a  week,  were  in  the  room  with  him  and  “  observing  that 
the  noise  he  made  in  breathing  had  ceased,  went  to  his  bed,  and  found 
that  he  was  dead.” 

The  advances  in  the  treatment  of  congestive  heart  failure  are  first 
the  use  of  organic  mercurial  diuretics,  such  as  Mersalyl,  with  or  without 
the  simultaneous  administration  of  ammonium  chloride,  and  secondly 
the  reduction  in  the  salt  and  fluid  intake.  A  diet  which  contains  not 
more  than  mg.  250  to  500  sodium  and  a  fluid  intake  limited  to  35  or 
40  oz.  in  the  twenty-four  hours  usually  reduces  oedema  and,  in  cases 
of  hypertension,  lowers  the  blood  pressure.  Mersalyl  does  not  produce 
a  diuresis  in  all  cases;  if  it  is  effective  the  amount  of  urine  passed  often 
rises  to  about  five  pints  in  the  twenty-four  hours  following  the  injection, 
but  during  the  next  day  the  output  usually  falls  to  rather  less  than  the 
average  flow  when  no  Mersalyl  is  injected.  The  injections  are  often 
required  once  a  week  and  may  be  continued  for  prolonged  periods, 
if  a  satisfactory  diuresis  is  obtained.  The  loss  of  fluid  is  reflected  in  the 
patient’s  fall  in  weight,  often  a  stone  or  more,  and  eventually  he 
becomes  dehydrated.  This,  if  not  relieved,  leads  to  malaise  and 
weakness,  so  that,  although  the  patient  may  be  able  to  be  up  and 
about  and  to  do  a  certain  amount  of  work,  life  becomes  wearisome. 
Many  a  victim  of  congestive  failure  puts  up  a  brave  fight  against  the 
repeated  onslaughts  of  the  foe,  knowing  that  he  must  eventually  be 
defeated.  “  I  will  be  conquered,  I  will  not  capitulate,”  is  his  watchword. 

With  the  use  of  these  therapeutic  measures  there  may  be  as  many 
as  four  or  five  reprieves  before  the  fatal  attack  is  delivered.  In  each 
relapse  the  response  to  treatment  is  less  marked  and  the  intervals 

between  the  assaults  usually  become  shorter. 

Have  the  sufferers  from  congestive  heart  failure  really  benefited 
by  these  advances  in  treatment?  Is  it  kind  to  rescue  the  patient  from 
the  pangs  of  dying  three  or  four  times  only  to  fail  when  the  inevitable 
final  onslaught  is  delivered?  These  and  other  questions  may  be 
worthy  of  reflection. 
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The  Musician 

One  day,  during  the  last  week  of  August  1934  I  was  called  out 
urgently  to  see  a  patient  living  in  one  of  the  London  suburbs,  on 
account  of  a  severe  attack  of  palpitations. 

He  was  a  man,  fifty-five  years  of  age,  who  had  noticed  similar, 
but  slighter,  attacks  of  palpitations  during  the  preceding  months  ol 
May  and  July.  Before  this  his  health  had  been  very  good  and  there 
was  no  history  of  a  rheumatic  infection.  When  J  arrived  the  palpita¬ 
tions  had  abated,  but  I  found  a  condition  of  slow  auricular  fibrillation, 
with  signs  of  congestion  at  the  base  of  the  left  lung.  There  was  no 
engorgement  of  the  liver  and  no  oedema  of  the  legs,  the  peripheral 
circulation,  however,  was  poor,  the  hands,  feet  and  legs  being  cold  and 
blue.  As  the  patient  looked  very  ill  I  arranged  for  his  admission  to 
hospital  the  same  day. 

On  visiting  Mr.  C.  in  the  evening  I  found  him  propped  up  in  bed, 
gasping  for  breath,  cyanosed,  with  an  apex  rate  of  190  a  minute, 
although  the  pulse  was  recorded  on  the  chart  as  96.  The  heart  was 
still  fibrillating  and  the  lungs  were  more  congested.  Under  the  influence 
ot  digitalis  there  was  a  rapid  and  steady  improvement,  the  apex  rate 
fell  to  96  during  the  next  forty-eight  hours,  and  a  regular  rhythm  was 
restored  in  a  week  with  relief  of  all  signs  of  heart  failure.  The  blood 
pressure  settled  down  at  170/100  mm.  Hg.  The  heart  was  enlarged, 
with  an  apical  systolic  murmur,  and  there  was  no  evidence  of  renal 
failure.  The  condition  was  one  of  hypertensive  heart  disease. 

Mr.  C.  was  a  musician  of  outstanding  ability,  occupying  an  impor¬ 
tant  position  in  London.  Physically  he  was  well  developed  and  tall 
6  ft.  in  height,  and  weighing  just  over  12  st.  in  his  clothes.  He  was 
bald  with  a  grey  fringe  of  hair,  his  face  was  long  and  oval  with  high 
cheek  bones,  a  malar  flush  and  congested  lips  and  ears.  Tempera¬ 
mentally  he  was  gentle,  refined  and  very  sensitive,  with  a  pleasant 

soft  voice,  and  as  his  condition  improved  I  often  found  him  reading 
music  scores  at  my  visits.  ® 

Two  weeks  after  admission  the  patient  was  able  to  get  out  of  bed 
walFf  er  ‘1  furthf  fortmght  in  hospital  Mr.  C.  was  up  five  hours  a  day’ 

i' advised3  him  not  1  /’  T*  the  digitalis  Was  now  discontinued! 

weeks  altho^h  he  undertake.  a"y  ™sical  engagements  for  a  few 
weeks,  although  he  was  very  anxious  to  return  to  work. 

he  auricular  fibrillation  recurred  periodically  but  was  easilv 
previous  il  ness  and  a/onTr  W3S  COnsiderab|y  ™re  severe  than  the 

—  “  wax  taSLS, 
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°t  pulmonary  thromboses  developed,  each  one  resulting  in  severe 
shock,  collapse  and  Cheyne-Stokes  breathing.  There  were  also 
episodes  of  violent  coughing  in  which  the  patient  feared  he  would 
choke.  Eventually  a  lavourable  response  was  once  more  obtained 
with  digitalis,  and  after  three  months’  stay  in  hospital  Mr.  C.  was  able 
to  go  home  taking  a  daily  maintenance  dose  of  digitalis.  For  the 
second  time  he  had  made  a  good  recovery  and  could  walk  on  the 
level,  but  1  advised  that  he  should  do  no  work  for  another  two  or  three 
months. 

During  the  summer  of  this  year  Mr.  C.  had  so  far  recovered  as  to 
be  able  to  conduct  at  a  few  concerts  and  engage  in  musical  work  at 
home.  I  saw  him  from  time  to  time;  the  fibrillation  persisted,  he  was 
leading  a  very  restricted  life,  taking  short  walks  in  the  garden,  resting 
lying  down  in  the  afternoon,  and  retiring  to  bed  early  in  the  evening. 
There  were  occasional  attacks  of  shortness  of  breath  but  he  suffered 
no  pain  or  real  distress. 

Early  in  September  1936  I  was  asked  to  see  Mr.  C.  again  as  he  was 
not  sleeping  so  well  and  the  breathing  was  more  laboured.  I  found 
then  no  signs  of  heart  failure,  and  the  apex  rate  was  80.  Five  days 
later,  however,  he  was  admitted  to  hospital  for  the  third  time  with 
severe  cardiac  failure.  The  apex  rate  was  106  a  minute,  the  auricles 
were  fibrillating,  and  there  was  congestion  of  the  bases  with  sacral 
oedema  and  dyspnoea.  He  now  remained  in  hospital  for  nearly  seven 
months,  until  April  1937.  Treatment  comprised  digitalis  by  mouth, 
intramuscular  injections  of  an  organic  mercurial  diuretic,  Novurit, 
and  a  salt-poor  diet,  but  recovery  was  very  slow.  The  response  to 
Novurit  was  good,  the  average  output  of  urine  during  the  twenty-four 


hours  after  an  injection  being  150  oz.  of  urine. 

On  leaving  hospital  Mr.  C.  retired  to  a  country  house  and  lived 
very  quietly.  He  took  breakfast  in  bed,  was  up  from  10  a.m.  until 
after  lunch,  slept  on  his  bed  during  the  afternoon  for  two  hours,  and 
retired  to  bed  at  10  p.m.  He  was  able  to  walk  in  the  garden  and  a  little 
way  along  the  road,  but  he  did  not  go  upstairs  at  all.  He  was  contented 
and  happy  and  did  a  little  music  writing  and  editing.  Apart  from  a 
few  ups  and  downs  all  went  well  during  the  remainder  of  the  year. 

A  year  after  leaving  hospital  Mr.  C.  wrote  to  me:  I  am  sti 
having  weekly  injections  of  Novurit.  I  am  leading  a  very  quiet  life 
with  little  exertion,  and  do  some  brain  work,  but  not  too  much.  I  stroll 
about  our  small  estate.  Generally  speaking  I  feel  very  well  and 
understand  my  appearance  belies  my  condition.  I  am  content  to  go  on 
like  this  and  watch  my  younger  colleagues  carry  on  the  rather  strenuous 

work  that  has  bowled  me  over  so  effectually." 

I  heard  no  more  until  April  1939,  two  years  after  leaving  hospital 
when  his  wife  wrote  that  he  was  “  well  enough  to  write,  but  lacked  that 
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extra  energy  which  makes  it  an  easy  matter.  He  had  another  climax 
about  two  weeks  ago,  but  has  recovered  from  it  amazingly,  and, 
although  still  taking  things  quietly,  he  is  very  cheerful,  not  at  all 
breathless  and  he  has  a  very  healthy  appetite.”  A  month  later  he 
died,  following  a  series  of  pulmonary  inlarcts,  lour  and  thiee-quai  ter 
years  after  the  first  attack  of  cardiac  failure. 

Mr.  C.  was  temperamentally  placid  and  contented,  blessed  with  a 
good  wife,  who  looked  after  him  assiduously,  and  possessed  of  sufficient 
means  to  live  quietly  in  the  country;  further,  he  could  relieve  the 
monotony  of  an  invalid’s  existence  by  his  own  mental  resources, 
writing,  reading  or  editing  music,  for  music  is  “  an  infinite  treasure 
to  such  as  are  endowed  with  it.” 

This  patient’s  life  was  undoubtedly  prolonged,  thanks  to  the  newer 
methods  of  treatment,  and  I  believe  that,  had  he  been  asked  to  choose, 
he  would  have  wished  for  the  postponement  of  the  inevitable  which 
resulted  from  their  use. 


The  Spinster 

This  lady,  unlike  the  previous  patient,  had  been  much  afflicted  by 
illness  in  the  past.  When  I  was  first  asked  to  see  her  she  was  sixty-two 
years  old,  and  during  the  last  twenty  years  had  undergone  four  major 
abdominal  operations  at  intervals  of  approximately  two  years.  These 
included  appendicectomy,  removal  of  both  ovaries,  extirpation  of  a 
growth  adjacent  to  the  uterus,  and  resection  of  14  in.  of  the  colon. 
In  addition,  on  several  occasions  the  bones  of  the  legs  had  been  incised 
in  an  attempt  to  relieve  the  pains  due  to  Paget’s  disease. 

Miss  B.  consulted  me  early  in  1935  on  account  of  palpitations, 
when  I  found  that  she  was  suffering  from  hypertensive  heart  disease, 
the  heart  being  enlarged  and  the  blood  pressure  raised  to  208/1 12  mm. 
Hg.  The  urine  contained  a  trace  of  albumin  but  no  sugar.  I  prescribed 
a  mixture  containing  a  small  dose  of  bromide  which  quickly  relieved 
the  palpitations,  and  the  patient  felt  much  better. 

Small  of  stature,  just  5  ft.  high,  but  plump,  weighing  9  st.  6  lb.  in 
her  clothes,  she  was  always  dressed  demurely  in  black  Precise  in 
appearance  and  speech,  she  was  pale  with  a  freckled  face,  small  clearly 
cut  features  and  pince-nez  perched  somewhat  precariously  on  her 
nose.  Her  hair  appeared  dark  brown  and  plentiful,  but  1  discovered 
on  a  subsequent  visit  that  she  wore  a  wig. 

1  saw  this  patient  several  times  each  year  subsequently  and  she 
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a  corresponding  fall  in  blood  pressure,  from  about  210  mm  Hiz 
systol.c  to  150  mm.  Hg.  From  time  to  time  I  listened  to  complainfs 
of  a  dreadful  pain  in  the  heart,  going  down  the  left  arm,”  and  a 
favourite  remark  was,  “  I  feel  as  if  I  could  take  hold  of  my  heart  and 
hold  it  up.  The  pain  in  the  bones  of  the  thighs  was  also  severe 
from  time  to  time,  with  a  feeling  that  the  thighs  themselves  were  going 
to  burst.  In  the  cold  weather  Miss  B.  said  that  her  heart  felt  “  like 
a  leaden  ball,”  and  she  experienced  queer  heart  turns,  both  by  night 
and  by  day,  in  which  she  felt  that  the  heart  was  “  collapsing.” 

A  more  definite  deterioration  in  her  health  began  shortly  after  the 
onset  of  the  air-raids,  owing  to  the  difficulties  of  the  black-out,  and  to 
the  apprehension  and  loss  of  sleep  resulting  from  them.  It  was  now 
that  the  first  signs  of  congestive  cardiac  failure  were  noted— swelling 
of  the  legs,  and  the  heart  beat  became  more  forcible.  In  October  1940 
the  raids  were  more  frequent,  and  although  Miss  B.  said  she  was  stand¬ 
ing  them  very  well,  she  became  subject  to  attacks  of  paroxysmal 
tachycardia. 


During  1942  there  was  a  further  deterioration  in  her  health,  accom¬ 
panied  by  a  great  feeling  of  oppression  in  the  chest,  “  as  if  it  had  been 
beaten.”  About  this  time  the  liver  became  swollen,  congested  and 
tender.  I  advised  Miss  B.  to  go  into  a  local  nursing  home  for  a  rest, 
which  she  did  for  two  weeks,  with  some  improvement.  However, 
when  I  saw  her  a  month  later  she  was  not  so  well,  the  dyspnoea  on 
walking  was  more  noticeable,  and  the  palpitations  were  very  trouble¬ 
some;  and  a  few  months  later  signs  of  left  ventricular  failure  were 
pronounced,  with  cardiac  asthma  and  an  apex  rate  of  160  beats  a 
minute. 

Conditions  were  then  very  harassing  for  an  invalid  living  alone  in 
London;  shopping  involved  standing  for  long  periods  in  queues,  and, 
as  soon  as  darkness  fell,  the  sirens  sounded  and  we  were  transported 
from  a  world  of  comparative  peace  to  one  of  raging  terror.  All  night 
long  the  anti-aircraft  guns  boomed,  and  the  bombs  came  whistling  by, 
exploding  with  deafening  thuds.  Many  slept,  or  tried  to  sleep,  on  a 
mattress  in  a  ground-floor  room,  often  under  a  table,  and  the  floor 
could  be  felt  to  rise  and  fall  with  the  blast  from  the  exploding  bombs. 
“  They  heard  the  tumult  and  were  still.”  And  then,  with  the  advent 
of  the  first  streaks  of  dawn,  the  noise  would  suddenly  cease,  and  the 
weary  watcher  would  try  to  snatch  a  few  hours’  sleep  before  returning 
to  his  daily  task. 

Later  in  the  war,  with  the  advent  of  flying  bombs  and  rockets, 
there  was  no  longer  the  hope  of  peace  by  day.  At  any  moment,  when 
out  shopping  or  riding  in  a  ’bus,  some  frightful  missile  might  suddenly 
drop  from  the  skies,  scattering  death  and  destruction  around.  Such 
surroundings  were  the  worst  possible  for  a  patient  suffering  from  heart 
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disease,  and  yet  Miss  B.  continued  to  live  in  London  during  the  war, 
her  only  tie  being,  as  far  as  I  knew,  her  affection  for  her  goods  and 


chattels.  .  .  ,  ,  ,  r 

The  patient  was  admitted  to  hospital  with  the  second  attack  ol 

congestive  failure  in  August  1942.  The  auricles  were  now  fibrillating. 
She  was  treated  with  a  low  salt  diet,  digitalis,  and  a  fluid  intake  limited 
to  30  oz.  in  the  twenty-four  hours.  No  mercurial  diuretic  was  employed. 
The  clinical  response  was  rapid,  the  signs  of  congestive  failure  quickly 
disappearing,  but  Miss  B.  never  appeared  to  recover  completely  from 
the  effects  of  the  dehydration.  The  weight  had  fallen  to  7  st.  11  lb. 
on  leaving  hospital,  a  loss  of  12  lb.  in  a  month,  and  she  continued  to 
lose  weight  for  the  next  eighteen  months  until,  in  May  1944,  despite 
increasing  the  fluid  intake  to  40  oz.  in  the  twenty-four  hours,  the 
weight  was  only  6  st.  8  lb.  During  all  this  time  Miss  B.  appeared 
feeble  and  ill,  her  face  was  thin  and  pale — she  was  in  fact  a  shadow 
of  her  former  self  and  looked  as  if  a  puff  of  wind  would  blow  her  away. 
The  fibrillation  persisted,  and  although  there  was  no  swelling  of  the 
legs  and  no  congestion  of  the  lungs,  she  had  difficulty  in  doing  her 
housework  and  shopping,  on  account  of  extreme  weakness.  It  seemed 
that  the  fluid  balance  had  been  tipped  too  far  in  the  process  of  dehydra¬ 
tion,  and  equilibrium  could  not  be  restored.  During  the  autumn, 
however,  the  balance  swung  in  the  opposite  direction,  there  was  an 
increase  of  20  lb.  in  weight  in  a  few  months,  only  to  be  followed  once 
more  by  cardiac  asthma.  Miss  B.  came  into  hospital  again  with 
congestive  failure  in  November  1944  and  at  the  same  time  suffered 
an  attack  of  subacute  glaucoma.  Once  more  a  satisfactory  result 
was  obtained  with  treatment,  the  signs  of  cardiac  failure  disappeared, 
and  now,  to  my  relief,  she  agreed  to  leave  London  and  retire  to 
a  nursing  home  in  the  country  where  she  could  be  carefully  tended 
She  was  very  happy  there,  but  the  fourth  and  final  attack  of  congestive 
failure  was  only  delayed  until  the  following  spring,  five  years  after  the 
first  signs  of  cardiac  failure  had  been  noted. 


1  feel  that  this  patient  derived  little  satisfaction  or  pleasure  from 
the  prolongation  of  her  life  which  resulted  from  the  “  advances  ”  in 
treatment.  She  was  alone  and  had  none  of  the  consolations  afforded 
y  a  close  relation  or  an  attentive  companion,  by  affluent  means,  or  by 
a  well-stored  mind.  She  was  very  plucky  and  insisted  on  looking  after 
herse  as  long  as  it  was  possible,  although  she  could  have  resigned 
herself  to  an  invalid  s  existence  in  a  home  several  years  earlier. 


i  he  Housewife 

1  first  met  Mrs.  M.  when  she  was  admitted  to  hospital  under  mv 
re  on  account  of  congestive  failure  in  June  1947.  She  was  then 
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fifty-three  years  of  age  and  the  mother  of  two  healthy  children.  Her 

^lsba"d  uwas  a,so  alive-  There  was  no  history  of  rheumatism  and 
Mrs.  M.  had  been  very  well  until  a  flying  bomb  partly  demolished  her 
house  in  1944.  She  was  in  the  house  at  the  time,  but  escaped  without 
obvious  injury.  It  was  shortly  after  this  terrifying  experience  that  she 
first  noticed  shortness  of  breath  on  walking,  and  this  gradually  became 
moie  severe.  She  had  attended  another  hospital  as  an  out-patient  in 
1945  on  account  ot  hei  heart  and  had  been  admitted  for  a  short  time 
because  of  palpitations,  auricular  fibrillation  and  aortic  incompetence, 
although  there  was  then  no  indication  of  congestive  failure.  The  condi¬ 
tion  was  one  of  hypertensive  heart  disease. 

When  I  examined  Mrs.  M.  in  hospital  in  June  of  1947  she  complained 
chiefly  of  attacks  of  shortness  of  breath  at  night.  She  would  wake 
suddenly,  about  two  hours  after  falling  asleep,  with  a  feeling  of  suffoca¬ 
tion  and  impending  death.  She  would  then  sit  up,  sweating  profusely 
and  fighting  for  breath.  She  would  get  out  of  bed  and  stand  by  the 
open  window,  and,  after  about  fifteen  minutes,  the  attack  would  pass 
off,  leaving  her  exhausted. 

Mrs.  M.  was  only  comfortable  in  bed  when  lying  propped  up. 
She  was  of  slight  build,  5  ft.  5  in.  in  height  and  weighing  7  st.  11  lb. 
She  was  thin,  pale,  with  a  malar  flush,  restless  and  anxious  looking. 
There  was  cardiac  enlargement,  aortic  incompetence,  auricular  fibrilla¬ 
tion,  a  high  blood  pressure,  225/110  mm.  Hg.,  a  collapsing  pulse, 
oedema  of  the  bases  of  the  lungs,  a  small,  left  hydrothorax,  engorgement 
of  the  cervical  veins,  oedema  of  the  ankles  and  sacrum;  indeed  a  classi¬ 
cal  picture  of  right-  and  left-sided  cardiac  failure.  After  reverting  to 
the  eighteenth  century  treatment  of  venesection,  15  oz.  of  blood  being 
removed  from  a  vein  in  the  arm,  the  routine  twentieth  century  treatment 
was  adopted,  restricted  fluid  intake,  low  salt  diet,  digitalis,  injections  of 
Mersalyl,  oxygen  inhalations  and  injections  of  morphine  at  night. 
There  was  a  rapid  improvement,  the  blood  pressure  fell  to  170/75  mm. 
Hg.,  the  weight  to  7  st.  3  lb.,  and  the  patient  returned  home  after  a 
stay  in  hospital  of  seventy  days,  walking  about  and  with  no  evidence 
of  congestive  failure. 

I  was  next  asked  to  examine  Mrs.  M.  in  January  1948.  She  was 
feeling  very  ill,  short  of  breath  on  slight  exertion  and  sleeping  badly. 
The  weekly  injection  of  Mersalyl  made  her  feel  even  more  ill.  She 
was  getting  up  about  9.15  a.m.,  pottering  about  the  house,  doing  a 
little  housework  and  cooking,  lying  down  for  two  hours  in  the  after¬ 
noon,  and  going  to  bed  about  9  p.m.  The  blood  pressure  had  risen 
again  to  260/104  mm.  Hg.,  and  the  veins  in  the  neck  were  engorged, 
with  the  patient  lying  at  an  angle  of  45  .  I  advised  a  week  s  complete 
rest  in  bed  at  home,  but  she  said  this  was  quite  impossible,  as  there 
was  no  one  to  look  after  her,  her  husband  was  out  at  work,  and  she 
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was  quite  alone.  The  condition  rapidly  deteriorated  and  Mrs.  M.  was 
admitted  to  hospital  with  congestive  failure  for  the  second  time  in 
April  1948.  She  again  made  a  good  response  to  treatment  and 
and  returned  home  after  a  stay  of  sixty-three  days. 

Six  weeks  later  she  was  back  in  hospital  again,  with  extreme 
dyspnoea,  swelling  of  the  legs  and  ankles,  oedema  of  the  lungs  and 
attacks  of  cerebral  anaemia,  in  which  everything  went  black  and  she 
felt  very  faint.  She  now  weighed  only  6  st.  8  lb.  and  was  very  depressed ; 
her  nights  had  been  appalling,  she  would  wake  ffve  or  six  times  strug¬ 
gling  for  breath,  and  when  the  morning  came  would  fall,  exhausted, 
into  a  more  peaceful  sleep.  Once  again  a  fairly  satisfactory  response 
was  obtained  with  treatment  and  Mrs.  M.  left  hospital  after  a  stay  of 
fifty  days.  For  the  next  eight  months  she  was  at  home,  resting  as  much 
as  possible,  doing  what  housework,  shopping  and  cooking  she  could 
manage,  and  then,  in  May  1949, 1  was  asked  to  see  her  again.  She  told 
me  that  her  legs  were  now  perpetually  swollen,  and  at  night  they  felt 
very  tight,  especially  around  the  right  ankle,  as  if  the  skin  was  going  to 
break.  The  injections  of  Mersalyl  always  made  her  feel  very  ill  and 
did  not  cause  any  definite  increase  in  the  output  of  urine.  She  was 
very  depressed  indeed  and  told  me  she  did  not  want  to  live.  I  arranged 
for  her  to  be  admitted  to  hospital  for  the  fourth  time,  four  days  later, 
and  again  she  rapidly  improved  with  treatment  and  left  after  a  stay  of 
fifty-six  days.  She  was  now  much  more  cheerful  and  said  that  she 
had  not  felt  so  well  for  over  two  years. 

Six  weeks  later,  however,  she  was  re-admitted;  this  time  chiefly 
on  account  of  nausea  and  haematuria.  The  latter  was  due  to  a  Bact.  coli 
urinary  infection  which  rapidly  responded  to  injections  of  strepto¬ 
mycin,  and  the  patient  went  home  two  weeks  later. 


After  another  ten  weeks  Mrs.  M.  was  admitted  to  hospital  for  the 
sixth  and  last  time.  This  was  in  November  1949.  It  was  evident  now 


Mrs.  M.  left  hospital  on  February  18th,  1950,  after  a  sta 


a  stay  of  one 
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hundred  days.  She  was  still  water-logged  and  helpless,  and  the  end 
could  not  be  far  off.  She  died  early  in  May. 

This  patient  would  not  have  lived  so  long  had  she  not  frequently 
been  admitted  to  hospital, — in  the  intervals  she  was  so  ill  that  she  had 
no  desire  to  live. 

Do  you  think  that  she  benefited  by  the  advances  in  treatment? 


IDLE  THOUGHTS 


Homolateral  dilatation  of  the  pupil  may  be  a  sign  of  spontaneous 
pneumothorax. 


Alcoholic  doctors  attract  alcoholic  patients. 

****** 


Clubbing  of  the  fingers,  but  not  of  the  toes,  may  occur  in  Crohn’s 
disease. 

****** 

A  patient  who  is  short  ol  breath  on  talking  is  suffering  from 
emphysema  and  not  from  asthma. 


Stilboestrol  enables  a  woman  to  change  her  life  without  regretting  it. 


There  is  no  such  thing  as  a  “  clever  ”  doctor.  Doctors  are  either 
good  or  bad. 


I  dislike  a  general  practitioner  who  wishes  to  put  his  own  words 
111  o  the  Pat'e"‘  s  "tooth  when  the  patient  is  describing  his  symptoms 


Patients  suffering  from  chronic  uraemia  often  die  suddenly  and 
qu.te  unexpectedly,  and  so  a  guarded  prognosis  should  always  begiven 


* 
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IDLE  THOUGHTS 


Women  frequently  complain  to  doctors  about  their  husbands,  but 
a  husband  seldom  complains  about  his  wife. 

****** 

True  knowledge  of  disease  must  be  had  from  disease  itself,  not 
from  books. 

****** 

Physicians  should  soften  the  naked  severity  of  science.  . 

****** 

Physicians  are  sometimes  asked  whether  a  patient  will  stand  an 
operation.  A  patient  is  never  too  ill  for  an  operation  if  it  offers  the 
only  chance  of  saving  his  life. 

Cases  of  pulmonary  tuberculosis  which  heal  by  calcification,  as 
shown  by  X-ray  examination,  usually  do  well  and  seldom  relapse; 
those  in  whom  healing  occurs  without  calcification  are  liable  to  relapse. 

****** 

With  an  extensive  coronary  thrombosis  the  blood  pressure  may 
be  so  low  that  no  urine  is  secreted,  this  is  a  very  serious  symptom. 


Part  III 


CASES  DEMONSTRATED  AT  THE  BEDSIDE 
BY  QUESTION  AND  ANSWER 


“  O,  help  thou  my  weak  wit,  and  sharpen  my  dull  tongue !  ” 

The  Faerie  Queene 


r 


A  CASE  OF  (EDEMA,  VERTIGO  AND  BLINDNESS 

The  patient  in  No.  5  bed  is  a  single  woman,  forty-one  years  of 
age,  until  recently  employed  in  the  Civil  Service.  She  was  sent  to  see 
me,  just  two  weeks  ago,  on  December  2nd,  1952,  by  an  eye  specialist. 
He  wrote  as  follows:  “  She  first  came  to  me  on  account  of  failing 
vision  two  years  ago  which  was  due  to  cataract  formation.  After  a 
few  months  she  developed  a  vitreous  haemorrhage  in  the  left  eye. 

I  therefore  operated  on  the  right  eye  which  was  the  more  affected  by 
cataract.  The  result  of  this  was  reasonably  good,  but  retinopathy 
was  found  as  soon  as  a  clear  fundus  view  could  be  obtained.  About 
a  year  later  this  eye  developed  glaucoma  for  which  1  had  to  do  an 
iridectomy.  This  episode  accounts  for  the  pallor  of  the  disc.  I 
operated  on  the  left  eye  in  May  of  this  year.  There  are  vitreous 
floaters  from  previous  haemorrhages.  In  March  1951  a  course  of 
streptomycin  was  given,  which  was  quite  short,  and  the  dosage  was, 

1  understand,  not  heavy.  She  improved  as  far  as  the  retinal  haemor¬ 
rhages  were  concerned,  but  developed  vestibular  symptoms  five  days 
after  the  last  dose  of  streptomycin,  and  these  persist.  I  do  not  think 
much  can  be  done  to  help  this  unfortunate  patient,  but  if  the  giddiness 
and  vomiting  could  be  relieved  she  would  be  much  happier.” 

When  the  patient  came  into  my  consulting  room  I  was  struck  by 
her  pallor.  She  walked  unsteadily  with  the  aid  of  a  stick,  and  her 
legs  were  very  swollen.  Her  vision  was  so  much  impaired  that  she 
could  not  clearly  distinguish  my  features.  For  the  last  six  weeks  sleep 
had  been  much  disturbed  by  breathlessness. 

I  enquired  about  the  streptomycin,  the  course  consisted  of  I  G. 
ally  lor  fourteen  days.  The  swelling  of  the  legs  had  only  been  noticed 
for  two  weeks.  Owing  to  her  weakness  I  did  not  make  a  complete 
examination,  and  she  was  not  able  to  pass  a  specimen  of  urine  /here 
was  pitting  oedema  of  both  legs,  thighs  and  back,  extending  up  to  the 

weTght  bein/98s,0nSheThWei8hhtt  WaS  10  St'  13  lb-'the  normal 

]  fgf  g  , s  ‘  She  tflought  she  had  gained  this  weight  during  the 

last  few  months.  Screen  examination  of  the  chest  showed  cafd/c 
enlargement,  with  a  little  pleural  fluid,  more  on  the  rightThan  on  he 
left.  I  arranged  for  her  immediate  admission  to  hospital  here. 

want  one  ol  you  to  examine  her  now  She  is  verv  ill  cnfr  • 
from  extreme  nausea  and  vomiting  from  time  to  time  Shi  1  ?nng 
fit  condition  to  answer  auestions  anH  if  tE  •  •’  IS  no^  in  a 

to  know  about  her  historv  I  will  ,ere,|S  a,Wthing  else  you  want 

front  of  the  chest  and  S  W'"  ‘7,  and  tel1  y°u-  Just  examine  the 
her  over  abd°men>  and  le«s’  but  d°  not  sit  her  up  or  turn 
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Dr.  B.  examines  the  patient  while  we  look  at  some  X-ray  films. 
After  twenty  minutes  we  discuss  the  case  in  the  centre  of  the  ward. 
Q.  Well,  Dr.  B.,  what  have  you  found? 

A.  She  looks  very  ill.  Her  face  is  pale  and  swollen  under  the 
eyes.  She  is  very  apathetic  and  lies  on  her  right  side  with  closed  eyes. 
There  is  oedema  ot  the  legs,  right  up  to  the  groins.  There  is  no  ascites 
and  I  could  not  feel  the  liver  or  spleen.  The  heart  appears  enlarged, 
but  there  are  no  murmurs.  The  lungs  are  clear  in  front.  The  pulse  is 
regular,  100.  The  blood  pressure  is  195/100  mm.  Hg. 

Q.  What  is  the  temperature? 

A.  1  do  not  know. 

Q.  Here  is  the  chart.  The  temperature  has  been  subnormal  since 
admission.  Did  you  test  the  urine? 

A.  Yes. 

Q.  That  is  unusual.  You  must  have  been  well  trained.  I  suppose 
you  were  not  one  of  my  clerks. 

A.  No.  1  come  from  Barts. 

Q.  Ah,  Barts!  That  explains  it.  Well,  what  did  you  find? 

A.  There  is  a  thick  cloud  of  albumen,  but  no  sugar. 

Q.  What  do  you  make  of  the  case? 

A.  I  think  she  has  hypertensive  heart  disease,  with  right-  and 
left-sided  failure,  and  possibly  renal  failure.  She  has  had  bilateral 
cataract  and  probably  hypertensive  retinopathy. 

Q.  It  is  probable  that  the  streptomycin  was  given  on  the  assump¬ 
tion  that  the  retinal  haemorrhages  had  an  infective  origin.  What  is 
the  cause  of  the  nausea  and  vomiting?  This  appears  to  have  followed 
the  streptomycin,  and  there  have  been  three  or  four  attacks  a  day, 
but  sometimes  she  was  free  from  them  for  two  or  three  days. 

A.  This  might  be  a  toxic  reaction  from  the  streptomycin,  or  it 
might  be  due  to  renal  failure. 

Q.  What  else  might  cause  the  vomiting? 

A.  Digitalis. 

Q.  To  the  H.P.:  Has  she  had  any  digitalis? 

A.  Yes,  Sir.  I  gave  her  digoxin  0-25  mg.  twice  a  day,  but  after 
three  days  I  stopped  it  as  I  thought  it  might  be  making  the  vomiting 

worse.  . 

Q.  Did  you  find  anything  else,  Dr.  B.,  when  you  examined  the 

front  of  the  chest  ? 

A.  No.  .  ,  .  .  , 

O  Well,  you  should  have.  There  is  a  hard  mass  in  the  right  breast 

and  some  small  glands  above  the  right  clavicle.  She  has  been  examined 
by  a  surgeon  and  he  has  diagnosed  carcinoma  of  the  breast.  What 
other  investigations  would  you  like  carried  out,  Dr.  B.? 

A.  The  blood  urea  to  see  if  there  is  any  renal  failure. 
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Q.  This  has  been  done.  It  was  174  mg./lOO  c.c.  on  December  4th. 
The  blood  sugar  was  also  estimated.  It  was  87  mg./lOO  c.c.  There 
is  evidence  of  renal  failure  and  probably  of  uraemia.  What  else  would 


you  like  done? 

A.  Examination  of  the  urine  for  casts  and  organisms  and  a  blood 
count  to  see  if  she  is  anaemic. 

Q.  The  urine  contains  no  casts,  but  this  was  a  single  examination. 
Casts  disappear  quickly  from  the  urine,  and  the  specimen  should  be 
examined  shortly  after  being  passed.  A  catheter  specimen  of  the  urine 
showed  strep,  faecalis,  coliform  organisms  and  B.  proteus.  The  blood 
count  was  Red  cells  2-4  millions  per  c.mm.,  Hb.  37  per  cent.  Mean 
corpuscular  haemoglobin  concentration  26  per  cent,  White  cells  9,400 
per  c.mm.,  polymorphs.  84  per  cent,  lymphocytes  8  per  cent,  monocytes 
8  per  cent. 

There  is  therefore  a  severe  anaemia  of  the  iron  deficiency  type. 
What  do  you  think  is  the  cause  of  the  anaemia? 

A.  She  may  have  had  some  bleeding? 

Q.  Wherefrom? 

A.  She  may  have  vomited  blood. 

Q.  To  the  Clerk:  Has  she  vomited  any  blood  before  she  came 
into  hospital  or  since  she  has  been  here? 


A.  The  Clerk  looks  through  his  notes,  and,  after  a  somewhat 
prolonged  pause,  says  “  No  Sir.” 

Q.  Has  there  been  any  bleeding  from  the  rectum  or  vagina  9 
A.  No  Sir.  ' 

Q.  Has  she  any  piles  ? 

A.  No  Sir. 

Q.  Well,  Dr.  B„  what  do  you  think  is  the  cause  of  the  antemia  ? 
A.  It  may  be  due  to  uremia. 

1  ?'  fes’  that  is  so-  Some  workers  have  found  a  close  inverse 
relationship  between  nitrogen  retention  and  the  hemoglobin  content 

wwn  b  00di,m  uran’la-  There  is  another  possible  cause  in  this  case, 
which  we  will  come  back  to  later,  if  I  remember  it.  Is  there  anything 
else  you  want  to  know?  y  s 

A-  1  should  like  to  see  an  X-ray  of  the  chest. 

alA,,Her?.  ‘f  the  film;  the  heart  shadow  is  globular  and  enlarged 
and  the  radiologist  suggests  she  may  have  a  pericardial  effusion  ’ 

M  ven'S  a'S0  a  sma11  pleural  effusion’  more  marked  on  the  right  side 

effusion?  m  y°Ur  CllniCal  examination  ‘hat  she  has  a  pericardial 

A.  No. 


Q •  Why  not? 

A.  The  heart  sounds  are  well  heard  at  the  a 

effusion  they  should  be  very  weak. 

BEAUMONT’S  D.  M. 


With  a  pericardial 


10 


290  CASES  DEMONSTRATED  BY  QUESTION  AND  ANSWER 

•  S\  'w  there  any  other  way  of  detecting  a  pericardial  effusion 
with  the  X-rays? 

A.  A  kymogram  would  be  helpful.  In  pericardial  effusion  the 
normal  serrations  of  the  heart  shadow,  due  to  the  beat  of  the  heart 
would  be  absent. 

Q.  Yes.  We  have  not  been  able  to  do  a  kymogram.  She  could 
not  stand  up  to  have  it  done.  Can  any  one  else  suggest  a  cause  of  this 
patient  s  oedema  and  heart  failure?  What  do  you  suggest  Dr  J  ^ 

A.  Beri-beri. 

Q.  Where  do  you  come  from? 

A.  Bombay. 

Q.  I  had  not  thought  of  beri-beri  in  this  case.  How  would  you 
find  out  if  she  has  beri-beri? 

A.  She  would  probably  have  come  from  some  country  where 
beri-beri  is  endemic,  such  as  the  Malay  States  or  Japan,  or  have  been 
in  a  prisoner  of  war  camp. 

Q.  I  am  sure  we  can  exclude  this.  What  else? 

A.  She  would  have  been  living  on  a  diet  deficient  in  vitamin  B1? 
this  is  usually  a  diet  consisting  almost  entirely  of  carbohydrate. 

Q.  In  the  wet  form  of  beri-beri  there  is  oedema,  cardiac  failure, 
and  usually  fluid  in  the  pericardium,  pleurae  and  abdomen,  and  there 
is  often  peripheral  neuritis.  Is  there  any  feature  of  the  clinical  examina¬ 
tion  in  this  case  which  is  opposed  to  a  diagnosis  of  beri-beri? 

A.  The  high  blood  pressure. 

Q.  Yes.  How  else  could  you  test  for  beri-beri  ? 

A.  By  examining  the  excretion  of  vitamin  B1  in  the  urine,  and  by 
the  pyruvate  tolerance  test. 

Q.  We  discussed  these  tests  a  few  months  ago  when  I  showed 
you  the  case  of  Wernicke’s  encephalopathy  (see  p.  178).  We  can 
now  approach  the  problem  from  another  angle.  Do  you  think  the 
extensive  oedema  is  due  to  cardiac  or  renal  disease? 

A.  She  has  hypertensive  heart  disease,  with  some  fluid  in  the 
pleurae,  which  suggests  left-sided  failure.  The  oedema  could  be  explained 
by  right-sided  failure,  and  the  raised  blood  urea  could  be  due  to  a 
prerenal  cause,  a  deficient  renal  circulation.  The  absence  of  casts 

from  the  urine  supports  this  view. 

Q.  There  is  a  good  deal  of  evidence  in  favour  of  the  oedema 
being  renal  in  origin.  Pallor  is  much  more  likely  to  occur  in  renal 
failure  than  in  heart  failure.  The  oedema  of  the  face  and  back  of  the 
arms  which  I  think  you  overlooked,  Dr.  B.,  also  favours  renal  disease. 
The  absence  of  an  enlarged  pulsating  liver  and  of  venous  engorgement 
in  the  neck  is  also  opposed  to  a  diagnosis  of  right-sided  heart  failure. 
If  she  has  renal  oedema  what  is  likely  to  be  the  condition  of  the  kidneys . 
In  other  words  what  renal  lesions  give  rise  to  oedema? 
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A.  Acute  glomerulo-tubular  nephritis,  Type  I  nephritis. 

Q.  I  think  we  can  definitely  exclude  this.  There  is  no  marked 
oliguria,  the  average  volume  of  urine  passed  in  the  twenty-four  hours 
is  34  oz.,  there  is  no  blood  in  the  urine,  no  blood  casts  nor  epithelial 
casts.  What  else  might  cause  it? 

A.  Acute  lower  nephron  nephrosis. 

Q.  What  causes  this? 

A.  Chemical  poisons  such  as  mercury,  bismuth,  phosphorus, 
arsenic,  and  sulphonamides. 

Q.  There  is  no  evidence  of  any  of  these  causes.  What  else? 

A.  Febrile  albuminuria. 

Q.  Yes,  we  can  exclude  this.  What  else? 

A.  Pregnancy. 

Q.  She  is  certainly  not  pregnant.  What  else? 

A.  Hemoglobinuria,  due  to  mismatched  blood  transfusion, 
blackwater  fever,  mushroom  poisoning,  paroxysmal  hemoglobinuria, 
and  the  crush  syndrome. 

Q.  There  is,  however,  no  hemoglobinuria  here.  Are  there  any 
other  causes?  What  do  you  say,  Dr.  S.? 

A.  Shock  or  low  blood  pressure. 

Q.  Yes,  but  the  blood  pressure  is  high  here.  Is  there  any  other 
cause?  Does  no  one  know?  Well,  it  sometimes  occurs  in  diabetic 
acidosis  or  in  liver  disease.  What  other  renal  lesions  give  rise  to 
oedema  ? 


A.  Chronic  glomerulo-nephritis. 

Q.  What  is  the  cause  of  this  ? 

A.  It  may  follow  acute  diffuse  glomerulo-nephritis,  or  it  may 
arise  insidiously,  the  so-called  Type  2  nephritis. 

Q-  I  do  not  think  we  can  exclude  the  insidious  variety  of  chronic 
glomerulo-nephritis  in  this  case  or  nephrotic  nephritis.  These  types 
o  renal  disease  usually  occur  in  younger  people.  Is  there  any  other 
possible  cause  of  the  oedema? 

A.  Chronic  nephrosis. 

neDhr'ifkYnS;  tTh'S  may  f0"°W  3  healed  chronic  diffuse  g'omerulo- 
tiTm  a  may  °CCUr  111  secondary  syphilis  or  in  amyloidosis 
e  blood  proteins  are  usually  down  to  4  per  cent  in  chronic  nephrosis 

but  we  have  had  the  protein  estimated,  and  it  is  6-1  G.  per  cent! 

my  01  nephrosis  is  usually  due  to  chronic  suppuration  chronic 
.uberculosts  or  syphilis.  The  Wassermann  result  is  not  thriugh  ve^ 
but  there  ,s  no  evidence  of  tuberculosis  or  suppuration  Is  there  anv 

« eXP,am  tHe  Wh°,e  Clinical  Cany 

OmeZrrrS  beh'md  ^  She  might  have  diabetes. 

Q-  ,  the  urine  contained  no  sugar,  and  the  blood  sugar  was 
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normal  on  admission.  But  that  does  not  exclude  diabetes,  if  she  is 
under  proper  control.  What  made  you  think  of  diabetes  ? 

A.  The  retinal  haemorrhages  and  the  cataract  might  be  diabetic. 

Q.  You  are  right.  She  has  had  diabetes  for  nearly  twenty-one 
years.  Insulin  was  given  soon  after  the  diabetes  was  discovered  and 
she  kept  fairly  well  until  her  vision  began  to  fail.  At  the  end  of  Septem¬ 
ber  of  this  year  she  was  admitted  to  another  hospital  in  coma.  Since 
then  she  has  been  on  a  1,500  calorie  diet,  and  has  been  given  a  morning 
injection  of  22  units  of  zinc  protamine  insulin.  We  had  better  ask 
the  house  physician  now  what  happened  during  her  first  night  in  hospi¬ 
tal.  What  was  it,  Dr.  E.? 

A.  She  went  into  hypoglycemic  coma.  She  was  only  lightly  in 
coma  and  came  round  when  I  injected  intravenously  20  c.c.  of  a  50  per 
cent  dextrose  solution. 

Q.  And  what  has  happened  since? 

A.  She  has  required  much  smaller  doses  of  insulin  owing  to  the 
vomiting. 

Q.  Now  we  know  that  the  patient  has  diabetes  in  addition  to 
renal  failure,  high  blood  pressure,  oedema,  anaemia  and  eye  changes. 
It  is  possible  that  the  anaemia  is  due  to  diabetes.  Joslin  says  that  per¬ 
nicious  anaemia  occurs  frequently  in  diabetics,  and  with  carbuncles 
or  infections  of  the  kidney  hypochromic  anaemia  may  occur.  The 
patient  has  evidence  of  infection  in  the  urine.  We  have  mentioned 
that  acute  lower  nephron  nephrosis  may  occur  in  diabetes.  What 
other  kidney  lesions  may  be  met  with  in  diabetes? 

A.  Arteriosclerotic  and  arteriolosclerotic  lesions. 

Q.  Yes.  Arteriosclerosis  is  very  common  in  diabetes  and  the 
arteriosclerotic  kidney  is  often  of  the  malignant  variety,  leading  to 
death  from  renal  failure.  In  these  cases,  however,  we  do  not  expect 
to  find  oedema.  Pyelonephritis  is  also  met  with  in  diabetes,  and  then, 
as  the  kidney  fails  and  the  patient  passes  into  diabetic  coma,  the 
temperature  is  usually  raised.  In  uncomplicated  diabetic  coma  the 
temperature  is  not  above  normal,  and  usually  it  is  subnormal.  We 
know  now  that  this  patient  has  hypertensive  heart  disease,  renal  failure, 
oedema  and  eye  changes.  What  do  you  think  she  is  suffering  from? 
It  was  described  in  1936  in  America. 

After  a  silence ,  someone  murmurs 

A.  Kimmelstiel- Wilson  kidney. 

n  Yes.  Paul  Kimmelstiel  and  Clifford  Wilson  of  the  Mallory 
Institute  of  Pathology  of  the  Boston  City  Hospital.  We  are  fortunate 
in  having  here  this  afternoon  doctors  from  Europe,  Asia,  Africa  and 
Australia.  Have  any  of  you  seen  a  case  of  Kimmelstiel-Wilson  kidney  . 

No  answer.  After  a  pause  someone  says: 

A.  Please  Sir,  I  have  seen  a  case. 
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Q.  You  have,  who  are  you? 

A.  Brown,  Sir,  one  of  your  clerks. 

Q.  Have  I  seen  you  before  ?  How  long  have  you  been  on  for  me  ? 

A.  A  week,  Sir. 

Q.  And  where  did  you  see  the  case  of  Kimmelstiel-Wilson  kidney  ? 

A.  At  the  Central  Middlesex  Hospital,  Sir.  I  was  a  clerk  there 
before  I  came  on  for  you,  Sir. 

Q.  Well  I  never!  Some  of  you  must  have  heard  of  the  Kimmel¬ 
stiel-Wilson  kidney.  What  is  the  other  name  for  it? 

A.  Intercapillary  glomerulosclerosis. 

Q.  Yes.  There  are  probably  two  types,  one  with  a  widespread 
thickening  of  Bowman’s  basement  membrane.  This  is  not  associated 
with  diabetes.  In  the  diabetic  variety,  which  is  a  nodular  type,  there 
are  islets  of  hyaline  material  in  the  majority  of  the  glomeruli,  and  there 
is  a  hyaline  cap  of  thickened  Bowman’s  membrane.  The  hyaline 
mass  represents  a  broadening  of  the  intercapillary  connective  tissue. 
It  is  best  shown  by  special  stains,  and  is  argentophilic.  Further,  the 
afferent  and  efferent  arterioles  of  the  glomeruli  are  thickened.  The 
kidneys  usually  show  a  high  degree  of  arteriosclerosis.  The  tubules 
undergo  fatty  degeneration  and  lipoid  is  frequently  found  in  the  inter¬ 
stitial  tissue.  So  much  for  the  pathology.  I  have  here  the  original 
paper.  If  you  want  the  reference  it  is  Amer.  J.  Path.,  1936,  12,  83. 

I  will  read  you  the  clinical  description.  “  The  clinical  picture  appears 
in  fact  to  be  almost  as  characteristic  as  the  histological  one:  the  patients 
are  relatively  old;  hypertension  is  present,  usually  of  the  benign  type, 
and  the  kidneys  frequently  show  signs  of  decompensation;  there  is  a 
history  of  diabetes  usually  of  long  standing;  the  presenting  symptoms 
may  be  those  of  edema  of  the  nephrotic  type,  renal  decompensation, 
or  heart  failure;  the  urine  contains  large  amounts  of  albumin  and 
there  is  usually  impairment  of  concentrating  power,  with  or  without 
nitrogen  retention.  Although  some  degree  of  cardiac  failure  is  fre¬ 
quently  present,  the  edema  is  out  of  all  proportion  to  this  and  may  be 
ex  reme  when  no  signs  of  heart  failure  can  be  demonstrated.  Further- 
more,  its  generalized  distribution,  especially  its  extension  to  the  arms 

and  dd?  'eadS,°ne  to  regard  11  “  nephritic  rather  than  cardiac  in  type, 

albuminuria  ”  5100  SUPP°rted  by  the  cons,a"'  finding  of  severe 

Retinal  vascular  disease  and  cataract  were  subsequently  added  as 
haracteristic  features  of  the  syndrome  in  1939.  The  blood  cholesterol 

ere  is  one  other  clinical  feature  of  the  Kimmelstiel-Wilson 
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lesion  ol  the  kidney  which  was  added  to  the  syndrome  about  1941. 
Does  anyone  know  what  it  is? 

Dr.  V.  says 

A.  Peripheral  neuritis. 

Q.  Yes,  it  is  better  called  “  neuropathy  ” — it  is  not  an  inflamma¬ 
tory  condition.  Did  you  notice  any  signs  of  peripheral  neuropathy 
when  you  examined  the  patient,  Dr.  B.? 

A.  No. 

Q.  Perhaps  you  did  not  look  very  carefully.  We  will  go  back  to 
the  bedside  and  see  what  we  can  find. 

I  examine  the  patient  and  demonstrate  absence  of  both  ankle-jerks 
and  tenderness  of  both  calves. 

There  is  still  another  point  we  have  time  to  mention,  the  significance 
of  a  combination  of  diabetes  and  albuminuria.  I  expect  you  all 
remember  that  Trousseau,  in  his  lecture  “Glycosuria:  Saccharine 
Diabetes,”  wrote:  “  When  albumin  is  found  in  the  urine  of  glycosuric 
patients,  it  is  when  they  are  in  the  last  stage  of  the  disease.” 

Do  you  think  this  is  true? 

A.  Not  always. 

Q.  It  is  true  in  this  case,  but  it  depends  upon  the  type  of  kidney 
lesion.  I  have  seen  several  patients  suffering  from  diabetes  with 
albuminuria  who  have  lived  for  many  years,  and  in  some  cases  the 
albuminuria  has  disappeared.  The  prognosis  appears  more  grave 
if  the  albumen  is  present  in  considerable  quantity. 


The  patient  died  a  few  days  later.  Two  days  before  death  the 
oedema  disappeared  from  the  face,  and  the  face  was  quite  thin.  I  do 
not  know  what  is  the  explanation  of  this.  The  coma  gradually 
deepened  and  passed  insensibly  into  death. 

The  following  are  the  post-mortem  findings,  for  which  l  am  in¬ 
debted  to  Dr.  A.  Thackray:— 

“  Kidneys.  Both  kidneys  were  small  and  presented  similar  appear¬ 
ances.  The  capsule  stripped  with  slight  difficulty  to  reveal  a  granular 
surface  with  some  larger  depressed  white  areas.  On  section  the  cortex 
was  irregularly  narrowed.  The  medullary  pyramids  showed  pale 
centres  and  the  vessels  were  prominent.  The  pelvis  and  extra-pelvic 

fat  were  normal.  ,  ,  .  . 

Histology  showed  the  majority  of  the  glomeruli  to  be  complete  y 

hyalinized  and  avascular  with  very  few  nuclei  to  be  seen  within  them. 
In  areas  where  the  process  appeared  less  complete  there ,  were 
intraglomerular  and  extra-capsular  deposits  of  collagen.  The  artj*  . 
showed  some  fibrinoid  necrosis  of  their  walls;  larger  vessels  showed 
proliferating  endarteritis,  and  the  largest  vessels  atheroma.  The 


A  CASE  OF  (EDEMA,  VERTIGO  AND  BLINDNESS  295 

tubules  showed  cloudy  swelling,  areas  of  dilatation  and  areas  of 
atrophy.  There  was  diffuse  fibrosis  throughout  both  cortex  and  medulla, 
with  dense,  more  localized  areas  in  the  cortex.  There  was  inflammatory 
cell  infiltration  and  some  of  the  tubules  contained  clumps  of  poly- 
morphonuclears. 

Spleen.  The  spleen  was  small,  weighing  50  grams.  There  were 
many  depressed  white  areas  on  its  surface  and,  on  section,  these  extended 
in  irregular  fashion  through  the  splenic  pulp. 

Histology  showed  the  white  areas  to  be  infarcts.  The  surviving 


Fig.  38.  Kimmelstiel-Wilson  kidney,  showing  islands  of  hyaline 
material  in  a  glomerulus,  x  275. 


splenic  tissue  appeared  normal,  but  the  vessels  showed  some  fibrinoid 
necrosis  of  their  walls. 

Pancreas.  The  pancreas  appeared  macroscopically  normal  His- 

tology  showed  diffuse  fibrosis  and  vessel  changes  similar  to  those 
described  in  the  spleen  and  kidneys. 

AHe°rL  The  heart  showed  much  hypertrophy  of  the  left  ventricle 
and  there  was  diffuse  myocardial  fibrosis.  The  coronary  arteries 
showed  a  mild  degree  of  atheroma.  y  arteries 

Small  efiusions  of  amber  fluid  were  found  in  both  pleural  cavities 
and  there  was  a  small  amount  of  ascites.  There  was  gross  oedema  of 

the  legs.  The  lungs  showed  slight  congestion  and  oedema  and  the 
liver  chronic  venous  congestion  ’  and  the 

Conclusions.  Sections  of  the  kidney  show  evidence  of  long-standing 
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hypertensive  changes  with  intraglomerular  lesions  indicative  of  diabetes. 
These  changes  are  those  of  a  Kimmelstiel-Wilson  syndrome  (see  Fig.  38). 
In  addition,  there  is  evidence  of  a  superimposed  malignant  hypertension 
with  fibrinoid  necrosis  of  the  vessels.  There  is  also  a  terminal  ascending 
pyelonephritis.  Other  organs  show  the  vessel  changes  of  malignant 
hypertension.  There  is  left  ventricular  hypertrophy  secondary  to 
hypertension  with  cardiac  failure.” 

The  reason  why  certain  patients  suffering  from  diabetes  develop 
this  type  of  kidney  is  not  known.  It  is  not  related  to  the  severity  of 
the  diabetes,  and  acidosis  is  not  likely  to  occur,  even  if  a  high  carbo¬ 
hydrate  diet  with  no  insulin  is  given. 
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I  was  asked  to  take  this  little  boy  into  hospital  to  investigate  the 
cause  of  his  jaundice,  as  it  had  been  suggested  that  he  was  suffering 
from  acute  yellow  atrophy  of  the  liver.  He  is  nine  years  old.  Four 
years  ago  he  had  an  attack  of  glandular  fever.  On  December  22nd 
last,  ten  weeks  ago,  he  complained  of  not  feeling  well.  He  was  feverish 
and  vomited  whatever  he  ate,  even  water  was  rejected.  The  next 
afternoon  he  was  taken  to  a  children’s  hospital,  with  vague  abdominal 
pains.  Appendicitis  was  suspected,  but  he  was  kept  in  hospital  for 
only  twenty-four  hours.  On  the  night  of  December  24th  he  became 
delirious  and  did  not  recognize  his  mother.  He  was  still  hot  and 
feverish,  and  was  vomiting.  The  general  practitioner  was  called  in  on 
December  26th  and  found  the  boy’s  temperature  105°  F.  During  the 
following  days  it  was  noticed  that  he  was  becoming  jaundiced  and  the 
motions  were  putty  coloured.  The  boy  was  readmitted  to  the  children’s 
hospital  on  January  1st  and  remained  there  until  February  11th. 
During  this  time  he  ran  an  intermittent  fever  of  99°  F.  to  102°  F.  for 
eight  days  and  then  the  temperature  gradually  fell  to  normal.  The 
jaundice,  however,  slowly  deepened  and  tests  were  made  to  exclude 
leptospirosis  hemorrhagica,  hemolytic  anemia  and  glandular  fever. 
These  tests  proved  to  be  negative.  The  liver  gradually  enlarged  and 
the  spleen  became  palpable,  the  vomiting  ceased,  but  the  patient  lost 
weight,  and  on  February  11th  his  mother  decided  to  take  him  home. 
During  the  two  weeks  at  home  he  became  less  yellow,  took  his  food 
better,  and  appeared  to  be  regaining  some  of  his  lost  weight.  His 
urine  also  became  lighter  in  colour,  but  he  was  very  weak 

He  was  admitted  to  hospital  here  on  February  26th,  five  days  ago. 
The  temperature  was  99-2°  on  the  morning  of  admission,  but  it  has 
since  been  normal.  The  urine  was  dark,  it  contained  no  sugar,  no 
albumin  and  no  bile  salts,  bilirubin  or  urobilin,  but  gave  a  stronglv 
positive  reaction  for  urobilinogen.  I  think  you  will  find  that  there  are 
certam  points  of  interest  in  the  case.  Will  you  examine  him  now, 
Dr.  L.,  and  tell  us  what  you  find. 


•  *T* 

Q.  What  is  your  report,  Dr.  L.  ? 

j'  He,ls  a  fil-'ooking  boy,  well  nourished.  He  is  clearlv  iann 
diced,  the  skin  and  conjunctiva:  have  a  yellow  tint  Y  J 

Q-  I  suppose  by  “  clearly  ”  you  mean  “  certainly.” 

A.  I  he  words  are  synonymous. 

thing  elsHateroiT6  nil  n°'  argUe  ab°Ut  we  wiH  argue  about  some- 
g  later  on.  Did  you  notice  anything  else  about  the  skin? 


297 


298  CASES  DEMONSTRATED  BY  QUESTION  AND  ANSWER 


A.  No.  The  tongue  is  rather  furred,  but  moist.  There  are  no 
other  abnormalities  in  the  mouth.  Small  superficial  glands  can  be 
felt  in  both  anterior  triangles  of  the  neck.  The  abdomen  moves  freely 
on  respiration.  It  is  soft  and  there  is  no  tenderness.  The  liver  is  just 
palpable.  It  is  not  tender  and  does  not  feel  hard.  A  small  gland  can 
be  felt  in  both  inguinal  regions.  There  is  no  ascites. 

Q.  Can  you  feel  the  spleen? 

A.  No.  The  lungs  and  heart  are  normal.  I  found  nothing 
abnormal  in  the  central  nervous  system. 

Q.  Is  that  all? 

A.  Yes.  That  completes  the  examination. 

Q.  You  did  not  examine  the  genito-urinary  system? 

A.  No. 


Q.  You  did  not  see  or  test  the  urine? 
A.  No. 


Q.  Why  not?  Surely  that  is  one  of  the  most  important  clinical 
examinations  in  a  case  of  suspected  jaundice.  There  is  a  specimen 
here.  It  is  very  pale  and  clear  and  it  does  not  look  as  if  it  contains 
urobilin.  Neither  albumin  nor  casts  have  been  found.  Did  you 
enquire  about  the  colour  of  the  motions? 

A.  No. 

Q.  You  should  have  done  so.  They  are  still  a  little  pale,  but  are 
returning  to  a  normal  colour.  Dr.  F.,  will  you  examine  the  abdomen 

and  see  if  you  can  feel  the  spleen. 

A.  I  can  just  feel  the  tip  of  the  spleen  on  inspiration. 

Q.  That  is  so.  What  do  you  think  about  his  progress,  Dr.  L.  ? 

A.  I  think  he  is  well  on  the  way  to  recovery— he  has  been  jaundiced 
about  nine  or  ten  weeks  but  that  is  not  too  long  for  a  diagnosis  of 

infective  hepatitis.  . 

Q.  He  certainly  has  not  acute  yellow  atrophy  of  the  liver,  as 

was  according  to  his  doctor,  suggested  at  the  children's  hospital. 
He  would  almost  certainly  have  been  dead  by  now,  unless  it  was  a  very 
mild  attack.  What  is  acute  yellow  atrophy  of  the  liver  usually  called 

now? 


A.  Acute  hepatic  necrosis. 

Q.  Does  if  often  affect  children? 

A.  No,  usually  adults. 

Q.  It  may  occur  at  any  age,  but  the  patient 

What  causes  acute  hepatic  necrosis? 

A.  Some  toxin. 

Q.  What  toxin? 

A.  Chemical  substances,  usually  such  as 


is  usually  over  twenty. 


chloroform  or  phos¬ 


phorus. 

Q.  What  else? 
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A.  Arsenic  and  Atophan,  and  sometimes  alcohol. 

Q.  And  certain  substances  used  in  war  or  trades,  such  as  trinitro¬ 
toluene  and  tetrachlorethane.  It  may  also  occur  as  a  complication 
of  typhoid  fever,  severe  forms  of  influenza  or  in  pregnancy.  I  expect 
you  have  all  read  the  publications  which  describe  necrosis  of  the  liver 
resulting  from  chemical  poisons,  as  toxihepatitis,  and  necrosis  of  the 
liver  due  to  lack  of  nutritive  factors  in  protein  as  trophopathic  hepatitis. 
Have  you  ever  seen  a  case  of  acute  hepatic  necrosis? 

A.  No. 

Q.  I  remember  seeing  one  in  the  first  world  war;  it  occurred  as  a 
complication  of  typhoid  fever  and  I  shall  never  forget  it.  What  is  the 
clinical  picture? 

A.  The  jaundice  deepens,  the  patient  vomits  and  complains  of 
headache,  he  is  very  restless  and  twitches,  and  finally  he  sinks  into 
coma  and  dies. 

Q.  Yes,  and  to  make  the  picture  worse  he  may  vomit  blood,  pass 
blood  in  the  motions  and  have  extensive  haemorrhages  under  the  skin. 
Do  all  patients  suffering  from  acute  hepatic  necrosis  die? 

A.  Yes,  I  think  so. 

Q.  Some  mild  cases  recover.  What  does  the  urine  contain 
besides  albumin,  casts  and  bilirubin? 

A.  Some  crystals. 

Q.  What  crystals? 

A.  I  cannot  remember. 

Q.  Dr.  W.,  do  you  know? 

A.  Leucin  and  tyrosine. 

Q.  What  do  leucin  crystals  look  like? 

A.  Concentric  circles. 

Q.  And  tyrosine? 

A.  Sheaves  of  needle-like  crystals. 

Q.  Why  do  you  think  he  has  infective  hepatitis? 

A.  The  history  is  fairly  typical,  with  the  jaundice  appearing  a 

few  days  after  the  onset  of  the  illness,  and  then  gradually  fading 
away. 


Q.  What  is  the  blood  count  in  infective  hepatitis? 

A.  It  is  usually  normal,  or  there  may  be  a  slight  leucopenia. 

Q.  The  blood  count  in  this  case  on  admission  here  was  Red  cells 

4  millions  per  c.mm.,  Hb.  80  per  cent,  C.I.  1,  White  cells  7,500  per 
c.mm.,  polymorphs  31  per  cent,  lymphocytes  60  per  cent,  monocytes 

5  per  cent,  eosinophils  4  per  cent.  If  there  is  a  marked  leucocytosis 
in  a  case  of  jaundice,  it  suggests  the  possibility  of  Weil's  disease  In 
infective  hepatitis,  early  in  the  disease,  there  may  be  a  lymphocytosis 
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A.  Yes. 

Q.  Dr.  M.,  look  at  his  skin  in  a  good  light.  What  do  you  see? 

A.  There  is  a  spider  nsevus  in  front  of  each  ear,  and  one  on  the 
upper  lip  just  under  the  nose  (see  Figs.  39  and  40). 

Q.  Look  at  his  hands. 

A.  There  is  another  one  on  the  back  of  the  middle  finger  of  the 
right  hand  over  the  terminal  interphalangeal  joint  (see  Fig.  41),  and 
one  on  the  back  of  the  left  little  finger,  and  another  one  on  the  tip  of 


Fig.  39.  Spider  naevus  in  front  of  ear. 


the  palmar  surface  of  the  right  middle  finger,  and  one  on  the  base  of 
the  palmar  surface  of  the  right  thumb.  There  is  another  one  on  the 
ulnar  margin  of  the  palmar  surface  of  the  left  hand. 

Q.  Yes.  This  makes  eight  spiders  in  all.  What  are  they? 

A.  They  are  arterioles. 

Q.  Do  they  pulsate? 

A.  They  do  not  appear  to. 

Q.  If  you  put  a  glass  slide  over  one  of  the  spots  and  press  lightly 
you  can  see  the  pulsation  very  clearly.  Well  now,  let  us  have  a  little 
more  about  these  vascular  spiders.  Dr.  M.,  you  come  from  Australia, 
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from  Queensland  if  I  remember  rightly.  Give  me  five  other  names 

for  them.  . 

A.  I  think  they  are  sometimes  called  spider  naevus  or  spider 

angioma. 

Q.  Yes,  and  in  case  you  do  not  happen  to  remember  the  others 
I  may  remind  you  that  they  have  been  called  the  naevus  arachnoideus, 


Fig.  40.  Spider  ruevus  below  nose. 


the  cutaneous  arterial  spider,  and  by  the  French,  the  tache  slel/aire 
eloile  vasculaire.  Do  you  know  anything  about  their  structure1 

A.  They  are  composed  of  an  arteriole  which  comes  to  the  surface 
Ot  the  skin  and  can  be  seen  to  pulsate. 

Q.  The  spider  is  described  as  having  a  body  and  legs,  with  a 
surrounding  erythematous  zone.  The  body  is  the  central  part  of  the 
arteriole  wfuch  can  be  seen  or  felt  to  pulsate.  It  forms  a  littleproiection 
above  the  surface  of  the  skin.  The  legs  radiate  from  the  centre '  like 
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spokes  from  the  hub  of  a  wheel.  They  run  parallel  to  the  surface  of 
the  skin,  just  under  the  skin,  and  then  dip  down  into  the  deeper  layers 
of  the  skin.  Sometimes  they  cross  each  other.  The  arteriole,  which 
comes  to  the  surface  as  the  body  of  the  spider,  pursues  a  coiled  course 
in  the  subcutaneous  tissues,  like  this  (see  Fig.  42).  They  look  rather 
like  a  certain  kind  of  red  seaweed  which  I  used  to  find  in  pools  on  the 


Fig.  41.  Spider  naevus  on  right  middle  finger. 

beach,  when  I  was  a  little  younger.  I  think  it  is  called  the  Plocaneum 
cochineum.  How  do  the  legs  of  the  spider  end  ? 

A.  They  pass  directly  into  the  collecting  veins. 

Q.  The  surrounding  erythematous  zone  is  roughly  circular  and 
extends  a  few  millimetres  beyond  the  termination  of  the  legs.  Pressure 
on  the  central  arteriole  causes  the  legs  and  the  whole  red  area  to  blanch. 
The  spider  does  not  form  an  arterio-venous  shunt,  as  is  seen  in  a 
glomus  body.  What  is  a  glomus  body? 

A.  An  arterio-venous  anastomosis  which  is  found  subcutaneously 
in  the  fingers  and  toes.  It  sometimes  forms  a  small,  very  painful 
tumour — a  glomangioma. 
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Q.  Do  the  spider  naevi  show  up  in  infra-red  photographs? 

A.  No,  because  they  are  arterial  and  not  venous. 

Q.  You  might  like  to  hear  a  little  more  about  these  spiders,  if 
you  do  not  all  know  about  them.  They  were  probably  first  described 
by  Erasmus  Wilson  in  1869,  later  in  1890  they  were  described  in  France. 
Osier  thought  the  legs  were  veins  bringing  blood  to  the  centre  of  the 
spider.  Their  distribution  is  also  peculiar,  because  they  nearly  always 
occur  in  areas  of  the  body  drained  by  the  superior  vena  cava.  They 


Fig.  42.  Diagram  of 
spider  nasvus. 

(W.  B.  Bean,  Medicine, 
1945,  24,  243.) 


Miii'IUUim 


have  occasionally  been  seen  in  the  lower  part  of  the  body.  Under 
what  conditions  do  they  occur? 

A.  They  are  sometimes  seen  in  healthy  individuals. 

Q.  And  when  else? 

A.  In  pregnancy. 

Q.  Yes,  usually  between  the  second  and  fifth  months,  and  they 
disappear  after  childbirth.  When  else  do  they  occur? 

A.  In  infective  hepatitis,  although  not  very  commonly,  and  I 
think  they  have  been  described  in  pellagra. 

Q.  This  is  due  to  vitamin  B  deficiencv.  and  thev  aro  akn  vm'+n 


cyano- 
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tic  spots.  This  red  area  has  a  sharply  defined  border,  it  is  hot,  the  skin 
temperature  is  raised  and  capillary  pulsation  is  sometimes  seen  The 
condition  is  known  as  “  liver  palms.”  This  boy  does  not  show  the 
liver  palms  but  the  vascular  spiders  are  present.  Pressure  on  the  central 
point  causes  the  characteristic  blanching.  If  you  want  a  good  survey 

of  the  subject  you  should  read  the  paper  by  W.  B.  Bean  published  in 
Medicine,  1945,  24,  243. 

Does  any  one  know  anything  about  the  causation  of  vascular 
spiders? 

A.  Dt.  P.  says :  They  are  associated  with  an  excess  of  cestrogens 
in  the  blood. 

Q.  That  is  good.  Do  you  know  anything  else  about  it?  Who 
first  drew  attention  to  the  relationship  between  liver  disorders  and 
disturbances  of  the  sex  endocrines? 

Well,  if  no  one  knows,  I  will  tell  you  something  about  it.  As  long 
ago  as  1925  Corda  pointed  out  that  in  cirrhosis  of  the  liver  there  may 
be  atrophy  of  the  testicles  and  gynecomastia.  If  you  want  to  look  it 
up  I  have  the  reference,  Corda,  L.,  Minerva  Med.  1925,  5,  1067.  About 
fifteen  years  later  work  was  done  on  the  sex  endocrines  in  these  cases. 
It  was  found  that  in  cirrhosis  of  the  liver  associated  with  gynecomastia, 
testicular  atrophy,  and  loss  of  body  hair,  there  is  an  increased  excretion 
in  the  urine  of  “  free  ”  cestrogens  and  a  diminished  excretion  of  con¬ 
jugated  androgens.  This  condition  is  an  example  of  the  pituitary- 
hepato-gonadal  syndrome.  The  liver  plays  an  important  part  in 
modifying  the  chemical  nature  of  the  gonadal  hormones  and  so  of 
maintaining  a  stable  ratio  in  the  blood  of  the  male  and  female  sex 
hormones. 

Zondek  first  showed  that  the  liver,  and  to  a  much  lesser  degree, 
the  kidneys  and  spleen,  inactive  cestrogens.  The  pituitary  secretion 
of  gonadotropic  hormones  is  largely  regulated  by  the  quantity  and 
qualitative  nature  of  the  circulating  sex  hormones,  which  are  normally 
controlled  by  the  liver.  When  the  liver  is  damaged  the  secretion  of 
gonadotropic  hormones  may  thus  be  diminished.  In  the  female, 
hepatic  insufficiency,  which  leads  to  relative  or  absolute  hyper- 
oestrinism,  results  in  ovarian  disturbances,  as  shown  by  irregular 
menstruation  and  premenstrual  tension.  It  also  causes  benign  changes 
in  the  mammary  glands,  such  as  mastodynia  and  mammary  dysplasia, 
and  skin  changes  such  as  telangiectases  and  redness  of  the  palms.  In 
the  male  the  effects  of  hepatic  insufficiency  are  the  production  of  an 
androgen-oestrogen  imbalance,  with  a  relative  hypercestrinism  and  the 
androgens  are  more  readily  inactivated  than  the  cestrogens.  This 
results  in  impairment  of  testicular  function,  gynecomastia,  telan¬ 
giectases  and  redness  of  the  palms.  In  both  sexes  there  is  a  loss  of 
steroid  balance  and  hyperoestrinism.  This  all  sounds  very  complicated, 


A  CASE  OF  VASCULAR  SPIDERS 


305 


but  indicates  that  the  telangiectases— the  spider  nasvi— are  due  to  a 
relative  increase  in  the  blood  of  certain  oestrogens. 

Now  Dr.  L.,  we  will  come  back  to  you  again.  What  do  you  think 
is  the  most  important  clinical  observation  in  deciding  the  type  of 
jaundice  present  in  any  case  you  may  be  asked  to  examine?  I  have 
often  asked  this  before. 

A.  The  intensity  of  the  jaundice. 

Q.  This  is  certainly  of  value,  because  in  jaundice  due  to  carcinoma 
causing  obstruction  of  the  bile  duct  the  jaundice  deepens  and  may 
become  olive  green,  and  in  acholuric  jaundice  the  yellow  tinge  is  often 
quite  pale.  What  other  observation  is  important? 

A.  The  colour  of  the  stools,  if  they  are  pale  or  putty  coloured 
the  jaundice  is  obstructive. 

Q.  Yes.  In  this  case  there  was  evidence  of  obstruction  in  the 
early  stages,  which  appears  to  be  relieved  now.  There  are  very  many 
liver  tests  available  for  us  to  use,  but  it  is  useful  from  the  diagnostic 
point  of  view,  and  it  helps  us  to  remember  them,  if  we  divide  them 
into  three  groups — those  which  indicate  active  inflammatory  changes 
causing  parenchymal  liver  damage,  those  which  show  disturbance  of 
metabolic  function,  and  those  which  are  tests  for  the  excretory 

power  ot  the  liver.  What  tests  are  there  for  active  parenchymal 
damage? 

A.  The  determination  of  the  plasma  proteins,  the  flocculation 

tests,  such  as  the  cephalin-cholesterol  test  and  the  thymol  turbidity 
test  • 


Q.  We  can  compare  the  tests  which  have  been  done  since  the 
patient  has  been  here,  with  those  made  in  the  acute  stage  of  the  illness 
when  the  boy  was  in  the  children’s  hospital.  The  plasma  proteins  in 

^n8Ury/,mere:“I,?ta'  rlein  7  8  albumin  3  47  G->  globulin 
i  11  i!°?Co'o  ^°W  the  figures  are: — Total  protein  8-6  G.,  albumin 
4-86,  globulin  3-8  G./IOO  c.c.  There  is  therefore  a  definite  improvement 

as  originally  there  was  a  reversal  of  the  albumin/globulin  ratio,  more 
globu  in  being  present  than  albumin.  There  is  no  record  of  the  previous 

figurfi^O  Ss  lteSVhbUt  tKe  Pr!feflnt  iS  P'US  2  UnitS'  The  normal 

*>  ."<1 « i... ... 

the''hymoainturWditSya,es!7rOVement'  ^  *  the  n°rmal  fi§ure  fo' 

A.  0  to  4  units. 

in  irfective  liepatitL.*" \Vhat  tests  are  Uiere  fcT d ^am?®e  -  occurs 
function?  at  tests  are  there  for  disturbance  of  metabolic 

A'  ThC  hiPPUHc  3Cid  teSt’ the  Salac‘°se  tolerance  test,  the  presence 
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of  urobilinogen  in  the  urine,  and  the  prothrombin  content  of  the 
blood. 

Q.  The  only  tests  for  metabolic  function  which  have  been  done, 
were  carried  out  here,  the  presence  of  urobilinogen  in  the  urine  and 
the  prothrombin  content  of  the  blood.  In  infective  hepatitis  one  of 
the  first  hepatic  functions  to  be  altered  is  the  power  to  oxidise  uro¬ 
bilinogen  to  bilirubin,  and  so  an  increased  urinary  urobilinogen 
indicates  impaired  liver  function.  In  extrahepatic  obstructive  jaundice 
or  regurgitation  jaundice  there  is  an  absence  of  urobilinogen  in  faeces 
and  urine.  When  the  patient  was  admitted  here  there  was  marked 
excess  of  urobilinogen  in  the  urine.  The  prothrombin  time  is  normal, 
14  seconds  in  the  patient,  and  14  seconds  in  the  control.  What  tests 
are  there  for  the  excretory  powers  of  the  liver? 

A.  The  van  den  Bergh  test,  the  bromsulphthalein  test,  and  the 
alkaline  phosphatase  test. 

Q.  The  van  den  Bergh  test  shows  a  direct  positive  reaction.  This 
is  thought  to  indicate  regurgitation  jaundice,  the  excess  of  bile  present 
having  passed  through  the  liver  cells.  The  excess  of  bilirubin  is  princi¬ 
pally  type  B.  The  test  is  chiefly  of  use  in  following  the  progress  of 
the  jaundice.  The  early  observations  in  this  case  showed  a  blood 
bilirubin  content  up  to  15  mg./ 100  c.c.,  the  normal  figure  being  0-1  to 
0-8  mg.  Now  the  figure  has  fallen  to  2-2  mg./ 100  c.c.  The  brom¬ 
sulphthalein  test  has  not  been  done,  but  it  has  been  found  that  there 
is  delayed  excretion  of  the  dye  both  in  hepatic  disease  and  in  post- 
hepatic  obstruction.  What  is  the  bromsulphthalein  test? 

A.  Bromsulphthalein  solution  is  injected  intravenously,  5  mg./kg. 
body  weight.  10  c.c.  of  blood  are  removed  from  a  vein  in  the  arm 
5  minutes  and  again  45  minutes  after  the  injection,  and  the  amount 
of  dye  in  the  sera  is  estimated.  Normally  the  amount  of  dye  present 
in  the  45  minute  sample  is  between  0  and  5  per  cent.  If  the  amount 
is  above  10  per  cent  the  conclusion  is  that  there  is  liver  damage. 

Q.  Why  is  a  specimen  taken  at  5  minutes  ? 

A.  To  see  that  a  sufficient  amount  of  dye  has  been  injected  to 

raise  the  blood  content  to  between  15  and  85  per  cent. 

Q.  The  alkaline  phosphatase  figures  were  originally  very  high, 
up  to  45  King  Armstrong  units  per  100  c.c.  The  normal  figure  is 
3-13  units/ 100  c.c.  The  figure  has  now  dropped  to  9-3  umts/100  c.c. 
It  is  said  that  in  extrahepatic  obstruction  the  alkaline  phosphatase 
figure  is  over  30  units,  and  in  hepatic  obstruction  it  is  below  30  units. 
There  is,  however,  an  overlapping  of  values,  and  if  the  thymol  turbidity 
is  raised  together  with  the  high  alkaline  phosphatase  the  jaundice  is 
probably  hepatic  in  origin.  Is  there  any  other  test  which  is  of  value  in 
following  the  course  of  the  illness  in  infective  hepatitis  . 

A.  The  sedimentation  rate  of  the  red  cells. 
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Q.  Yes.  This  was  40  inm./l  hour  (Westergren)  when  the  boy  was 
in  the  children’s  hospital,  and  it  is  now  28  mm./l  hour.  So  all  the 
tests  indicate  that  an  improvement  is  taking  place,  the  diagnosis  appears 
to  be  well  established  as  infective  hepatitis.  In  such  a  small  boy  one 
would  not  expect  to  find  any  other  change  of  gonadal  function  than  the 
presence  of  spider  mevi  and  to  find  these  is  certainly  rare  in  infective 
hepatitis. 

The  boy  was  treated  with  a  high  protein,  high  carbohydrate,  low 
fat  diet.  He  was  given  methionine,  0-5  G.  t.d.s.  by  mouth,  and 
Benerva  mg.  10  by  intramuscular  injection  daily.  He  was  discharged 
four  weeks  later.  The  blood  bilirubin  had  fallen  to  1  mg. /1 00  c.c. 
which  is  slightly  above  normal,  the  thymol  turbidity  to  10  units/100  c.c. 
which  is  still  above  normal,  and  the  E.S.R.  to  19  mm./l  hour  which  is 
also  above  normal. 

Two  months  later  the  boy’s  mother  reported  that  he  was  very  well 
and  he  was  then  allowed  to  take  an  ordinary  diet. 
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Dr.  H.,  would  you  like  to  examine  the  patient  in  No.  2  bed  while 
we  look  at  some  X-ray  films? 

We  gather  round  the  viewing  box  in  the  middle  of  the  ward.  First 
a  film  of  the  chest  is  put  up.  The  posterior  half  of  the  7th  right  rib 
shows  evidence  of  Paget's  disease,  and  there  is  a  spontaneous  fracture 
of  the  right  scapula.  The  only  abnormality  which  the  first  post¬ 
graduate  notices  is  slight  uncoiling  of  the  aorta,  which  he  diagnoses  as  an 
aneurysm.  Another  candidate  remarks  on  a  right  costo-phrenic 
adhesion,  which  is  present.  A  third  begins  by  saying  “  bony  cage 
normal,”  which  is  not  so.  Seven  or  eight  more  candidates  look  at  the 
film  before  anyone  notices  the  increased  density  of  the  affected  rib. 
No  one  notices  the  fractured  scapula.  Then  a  film  of  a  grossly  dis¬ 
organized  elbow  joint  is  shown.  The  appearances  suggest  in  some 
ways  the  lattice  work  appearance  of  an  elbow  which  has  been  subjected 
to  repeated  haemorrhages  in  haemophilia.  We  discuss  the  causes  of 
bleeding  in  haemophilia.  In  this  case,  however,  the  patient  was  suffering 
from  rheumatoid  arthritis.  The  next  film  is  a  direct  one  of  the  abdomen 
of  a  patient  thirty-five  years  of  age,  who,  twenty  years  previously,  had 
been  operated  on  for  an  appendix  abscess,  and  who  had  been  very  ill. 
The  film  shows  many  shadows  of  calcified  material,  varying  in  size  from 
0-5  to  1-5  cm.  across,  and  of  irregular  shape.  These  shadows  are 
seen  in  the  liver  and  spleen  regions.  Various  suggestions  are  made, 
such  as  the  possibility  that  the  shadows  are  due  to  cysticerci  in  the 
muscles.  The  answer  is  that  the  shadows  are  probably  the  result  of 
portal  pyaemia,  and  are  due  to  calcification  of  small  pyogenic  emboli  in 
the  liver  and  spleen. 

We  also  look  at  films  showing  in  the  same  patient,  Paget  s  disease 
affecting  the  1st  lumbar  vertebra,  the  vertebra  being  dense  and  opaque 
due  to  amorphous  changes.  The  films  of  the  os  calcis  and  ot  the  head 
of  the  femur  show  marked  trabeculation  of  the  bones.  By  a  process  of 
guessing  I  gradually  extract  from  the  class  that  Sir  James  Paget  es¬ 
cribed  his  disease  in  the  year  1876,  when  he  was  sixty-two  years  ot 
age  In  both  these  cases  of  Paget’s  disease  the  alkaline  phosphatase 
was  not  above  normal,  despite  the  usual  teaching  that  in  the  polyostotic 
variety  of  Paget’s  disease,  in  which  more  than  one  bone  is  involved, 
the  alkaline  phosphatase  is  raised.  For  the  last  film  I  show  the  c  a^ 
the  X-ray  of  the  hands  of  a  patient  suffering  from  psoriatic  arthritis. 
The  interphalangeal  joints  are  swollen,  and  the  enlarged  sptndl 
shaped  soft  tissue  swelling  is  clearly  seen  around  the  proximal 

phalangeal  joint  of  the  middle  finger  of  the  right  hand.  There 
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Fig.  43.  Psoriatic  arthritis. 


Of  cartilage  in  the  proximal  interphalangeal  joints  but  not  in  the 
terminal  interphalangeal  joints.  The  profile  of  the  thumb  nail  is  shown. 

thirl'  Ua  y  f  "n  °u  the  elass—a  student— notices  the  transverse 
thickening  of  the  thumb  nail  which  gives  the  clue  to  psoriasis  of  the 
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nail,  and  so  to  psoriatic  arthritis  as  opposed  to  rheumatoid  arthritis 
(see  Fig.  43).  I  then  pass  round  a  photograph  of  the  patient,  with  the 
characteristic  skin  lesions  of  psoriasis.  The  skin  lesions  and  the 
arthritis  both  responded  well  to  cortisone.  I  also  comment  on  the 
fact  that  in  psoriatic  arthritis  it  is  said  that  the  terminal  interphalangeal 
joints  are  especially  liable  to  be  affected,  which  was  not  so  in  this 
case. 

Three-quarters  of  an  hour  have  now  passed  pleasantly  and  we 
approach  the  bedside  to  hear  what  Dr.  H.  has  made  of  the  case  he  has 
been  examining. 

Q.  Now,  Dr.  H.,  tell  us  the  history  of  the  care. 

A.  The  patient  is  a  single  woman,  aged  fifty-eight,  a  trained  nurse. 
She  has  had  frequent  colds  and  several  attacks  of  pneumonia.  Four 
months  ago  she  got  into  a  friend’s  car  and  sat  down  heavily  on  the  back 
seat.  She  is  accustomed  to  a  car  with  a  higher  seat,  so  she  came  down 
with  a  considerable  bump.  She  was  immediately  seized  with  severe 
pain  in  the  left  loin  and  lumbar  region.  The  pain  was  in  the  kidney 
region.  It  went  round  to  the  front  of  the  abdomen,  but  not  to  the 
groin.  On  arriving  home  she  passed  blood,  large  clots,  and  did  not 
pass  any  urine  for  twelve  hours,  when  it  was  blood-stained.  Since 
then  she  has  complained  of  continuous  aching,  pain  and  tenderness  in 
the  left  loin,  and  lately  there  has  been  some  pain  in  the  right  kidney 
region.  She  has  also  noticed  numbness  and  tingling  in  the  hands  and 
feet  for  about  a  year,  and  loss  of  weight.  She  has  come  into  hospital 
on  account  of  the  kidney  pain. 

Q.  I  have  enquired  very  carefully  into  her  history,  and,  as  the  case 
is  somewhat  unusual,  I  will  ask  the  clerk  to  read  out  his  revised 


version. 

A.  The  clerk  reads:  Past  History.  The  patient  was  born  on 
September  6th,  1894.  Measles  and  pneumonia,  1895.  Measles  and 
scarlet  fever,  1920.  Appendix  removed,  1920.  Both  ovaries  removed 
for  dermoid  cysts,  1920.  The  two  ovaries  weighed  8  lb.  Tonsils 
removed,  1928.  Left-sided  pneumonia,  1930.  Served  as  a  nursing 
sister  in  the  Army  from  1942-1948.  Knocked  down  by  a  lorry  and 
left  knee  injured,  1946.  Cervix  amputated,  1947.  Left-sided  pneu¬ 
monia,  January  and  September  1949.  Pott  s  fracture  (left),  May  195  . 
During  her  war  service  she  was  in  Egypt,  the  Sudan  and  the 
Middle  East.  Weight  12  st.  in  1930,  14  st.  on  joining  the  Army, 
height  5  ft  4k  in.  Weight  14  st.  on  leaving  the  Army.  Weight  sta- 
tionary  for  a  y'ear,  later  gradually  fell  to  7  st.  1 1  lb.  in  1952^  She  thinks 
the  loss  of  weight  was  due  to  respiratory  infections.  She  has  also 
shrunk  2  in.  in  height.  Shortness  of  breath  since  pneumonia  in  949. 
Attacks  of  sweating,  by  day  or  night,  began  in  1950  at  first  only  on 
exertion  Pins  and  needles  sensation  in  hands  and  feet,  on  and  on, . 
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since  1951.  Aching  pains  across  the  lower  part  of  the  chest,  behind, 
since  1951.  Palpitations  on  exertion  for  the  same  length  ol  time,  also 

swelling  of  the  ankles  at  times.  .  ,  . 

Present  History.  The  patient  has  not  been  well  for  the  last  ten 
months,  i.e.,  since  April  1952.  In  May,  1952,  she  was  admitted  to 
another  hospital  with  left-sided  pneumonia.  She  left  hospital  three 
weeks  later  and  attended  the  out-patients  periodically  for  chest  exam¬ 
inations.  In  August,  1952,  the  hands  and  feet  were  blue  and  cold, 
numb  and  tingling.  Priscol  tablets  were  given  by  mouth,  but  she  felt 
very  faint  and  dizzy,  and  they  were  discontinued.  In  September  1952 
a  bronchogram  was  done.  It  was  unsuccessful  on  the  left  side.  A 
second  one  done  later  on  the  right  side  showed  no  abnormality.  In 
October  1952  she  attended  the  same  hospital  on  account  of  a  dull, 
dragging  pain  in  the  right  loin.  An  intravenous  pyelogram  was  done 
and  we  have  the  films.  The  right  kidney  is  low,  with  the  pelvis  opposite 
the  transverse  process  of  the  3rd  L.  vertebra.  The  left  kidney  shows  the 
pelvis  probably  a  little  enlarged  and  the  calyces  enlarged.  Later,  in 
October  1952,  she  sat  down  heavily  and  awkwardly  in  a  car,  thinking 
the  seat  was  higher  than  it  was,  and  immediately  had  excrutiating  pain 
in  the  left  loin  which  spread  across  the  back.  She  felt  as  if  she  had  torn 
something.  She  was  driven  home  sitting  crouching  forward.  She 
could  not  pass  urine  when  she  reached  home,  and  sat  on  a  chamber 
containing  hot  water  most  of  the  night,  and  drank  some  brandy. 
Between  9  p.m.  and  4  a.m.  she  expressed  digitally  clots  of  blood  from 
her  urethra.  Each  clot  was  about  the  size  of  the  top  of  her  finger. 
She  passed  no  urine  for  twelve  hours  after  the  accident.  It  was  blood¬ 
stained  for  twenty-four  hours,  and  subsequently  clear.  Since  then 
she  has  had  at  least  ten  attacks  of  very  acute  pain  in  the  left  loin, 
usually  after  standing  or  walking  a  lot.  Turning  or  twisting  the  body 
tends  to  bring  on  an  attack  of  pain.  The  pain  begins  as  an  ache,  then 
it  feels  as  it  someone  is  twisting  her  kidneys,  but  it  is  always  more  severe 
on  the  left  side.  The  pain  occurs  in  waves  and  she  may  lose  conscious¬ 
ness.  When  this  is  about  to  happen  she  pours  with  perspiration.  On 
coming  round  she  has  a  dull  ache  in  the  left  loin.  She  frequently  has 
projectile  vomiting  when  the  pain  begins  to  subside.  The  first  attack 
of  vomiting  occurred  two  days  after  the  accident  and  was  preceded  by 

waves  of  nausea.  The  vomit  contains  food  or  green  liquid  and  is 
projected  at  least  a  yard. 

Four  weeks  ago  she  had  another  attack  of  left-sided  pneumonia. 
All  the  attacks  of  pneumonia  have  begun  with  pharyngo-tracheitis 
1  he  last  one  was  followed  by  another  attack  of  left  renal  pain  and 
tenderness  and  her  doctor  arranged  for  her  admission  here  for  investi- 
ga  ion  of  the  stomach  and  kidneys.  She  says  she  drinks  a  lot  of  fluid 
but  passes  little  urine  and  thinks  she  becomes  waterlogged. 
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Q.  Well,  that  is  the  history.  Now,  Dr.  H.,  what  do  you  think  it 
suggests? 

A.  1  think  the  jolt  in  the  car  brought  on  an  attack  of  renal  colic, 
probably  owing  to  a  stone,  This  would  account  for  the  hematuria. 

Q.  Are  all  the  other  attacks  of  renal  pain  due  to  a  stone? 

A.  Possibly. 

Q.  And  what  about  the  loss  of  weight? 

A.  This  may  be  due  to  the  six  attacks  of  pneumonia. 

Q.  The  sweating  and  vomiting  attacks  would  be  due  to  the  renal 
colic? 

A.  Yes. 

Q.  I  expect  you  remember  Sydenham’s  account  of  how  he  suffered 
from  attacks  of  hcematuria  on  being  jolted,  which  he  thought  were  due 
to  a  stone  in  the  kidney. 

No!  I  have  my  Sydenham  with  me  and  will  read  you  a  few  lines. 
The  article  is  entitled  “  A  dissertation  concerning  of  bloody-urine  from 
a  stone  in  the  kidneys.”  In  the  year  1660  Sydenham  had  an  attack  of 
gout  in  the  summer  which  kept  him  in  bed  for  two  months.  As  the 
gout  improved  he  noticed  a  dull,  heavy  pain  in  both  kidneys,  but  more 
so  on  the  left  side.  He  suspected  a  large  stone  in  one  of  the  kidneys 
which  was  too  big  to  pass  into  the  ureter.  He  then  writes:  “And 
several  years  afterwards  I  found  I  was  not  mistaken;  for  having  walk’d 
considerably,  and  for  a  long  time  in  the  winter  season,  in  1676,  soon 
after  the  breaking  of  a  severe  frost,  I  made  a  bloody-urine  directly,  and 
constantly  did  so  whenever  I  walk’d  much,  or  was  carried  in  a  coach 
over  the  stones,  tho’  the  horses  went  slowly;  but  this  symptom  did  not 
seize  me  when  I  travell’d  in  a  coach  on  unpav’d  roads,  how  long  a 
journey  soever  I  made.” 

Montaigne,  in  his  Essay  “  Of  Experience,”  which  I  also  have  here, 
gives  a  vivid  account  of  the  excruciating  pain  of  renal  colic  from  which 
he  suffered.  “  Thou  art  seen  to  sweat  with  pain,  to  turn  pale  and  red, 
to  tremble,  to  vomit  blood,  to  suffer  strange  contractions  and  convul¬ 
sions,  at  times  to  let  great  tears  drip  from  thine  eyes,  to  urine  thick, 
black,  and  dreadful  water,  or  to  have  it  suppressed  by  some  sharp  and 
craggy  stone,  that  cruelly  pricks  and  tears  the  neck  of  the  bladder.” 

What  did  you  find,  Dr.  H.,  on  clinical  examination? 

A.  The  patient  is  rather  thin.  She  is  co-operative,  but  I  think 

she  exaggerates  her  symptoms. 

Q.  1  do  not  think  she  does.  Go  on. 

A.  She  sweats  a  lot  and  says  she  has  always  done  this.  The  pulse 

is  60,  regular.  The  papillte  of  the  tongue  are  slightly  atrophy  The 
cranial  nerves  are  normal.  The  trachea  is  displaced  slightly  to  the  left. 
The  fingers  are  a  little  swollen  and  blue,  and  she  has  the 

succulente.” 
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Q  We  will  come  back  to  this  later.  What  else? 

A.  There  are  burns  on  the  back  of  the  right  forearm  caused  by 
touching  the  stove  when  she  makes  up  the  fire.  She  did  not  know 
she  had  burnt  herself.  The  heart  is  not  enlarged,  the  apex  is  tapping. 
There  is  an  apical  systolic  murmur.  The  air  entry  is  weaker  on  the 
left  side  than  on  the  right.  There  are  some  rales  in  both  lungs.  Expira¬ 
tion  is  prolonged  at  the  right  apex  in  front.  Tactile  fremitus  is  dimin¬ 
ished  on  the  left  side.  The  blood  pressure  is  140/86.  The  arteries  are 
not  thickened.  The  pulses  are  equal.  There  is  an  abdominal  swelling 
on  both  sides  in  the  kidney  region.  The  kidneys  appear  to  be  cystic. 
The  left  kidney  is  tender  posteriorly.  The  legs  are  normal.  The  plantar 
responses  are  flexor.  There  is  some  sensory  loss  over  a  glove  area  ol 
both  arms,  with  diminished  appreciation  of  pinprick  and  light  touch. 
The  urine  is  clear,  sp.  gr.  1  008,  alkaline,  no  albumin  and  no  sugar. 

Q.  What  is  the  amount  of  the  twenty-four  hours’  specimen? 

A.  I  don’t  know. 

Q.  According  to  the  chart  it  averages  about  60  to  70  oz.,  and  the 
fluid  intake  is  about  the  same.  Did  you  examine  anything  else? 

A.  Yes.  The  fundi  are  normal. 

Q.  What  is  your  diagnosis  then? 

A.  Congenital  cystic  disease  of  the  kidneys. 

Q.  Do  you  think  the  lungs,  liver  or  pancreas  are  also  affected  by 
congenital  cystic  disease? 

A.  No. 

Q.  Why  not  ? 

A.  There  is  no  enlargement  of  the  liver  and  no  evidence  of  pan¬ 
creatic  disease. 

Q.  Perhaps  the  so-called  attacks  of  pneumonia  were  due  to  cystic 
disease  of  the  lungs. 

A.  I  think  the  lungs  would  be  much  worse  now  if  she  had  cystic 
disease. 


Q.  Dr.  K.,  what  do  you  think  of  this  account  of  the  clinical 
examination? 

A.  It  is  rather  sketchy. 

.  Q'  I  a&ree-  The  examination  of  the  heart  and  limbs  is  incomplete, 
that  of  the  lungs  and  abdomen  inaccurate.  The  apex  of  the  heart  is 
easily  felt  in  the  5th  left  space,  4  in.  from  the  mid-line.  There  are  no 
thrills.  The  systolic  murmur  accompanies  the  first  sound  and  is 
localized  to  the  apex.  The  brachial  arteries  are  thickened  and  tortuous 
I  here  is  obviously  arteriosclerosis.  The  trachea  is  central.  The  chest 
is  square-shaped.  The  percussion  note  is  resonant  all  over  tactile 
remitus  is  present,  the  breath  sounds  are  harsh  over  both  lungs’  There 

down einT  r?7  at  the  left  base-  The  ri8ht  kidney  is  easily  felt  low 
the  abdomen,  it  does  not  appear  enlarged  and  its  surface  is 
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smooth.  The  abdomen  is  very  tender  over  the  left  kidney,  and  there  is 
marked  costovertebral  tenderness  on  the  left  side.  The  kidney  is 
enlarged,  it  does  not  appear  irregular.  The  brown  scars  on  the  extensor 
surface  of  the  right  forearm  are  very  superficial  and  have  almost  faded. 
There  is  no  definite  impairment  of  sensation  in  the  arms  or  legs. 
Appreciation  of  heat  and  cold  is  normal.  I  do  not  agree  with  the 
diagnosis  of  “  main  succulente.”  What  do  you  mean  by  this  term, 
Dr.  H.? 

A.  It  occurs  in  syringomyelia.  There  is  thickening  of  the  sub¬ 
cutaneous  tissues,  and  the  hands  and  fingers  are  enlarged. 

Q.  Yes.  In  syringomyelia  sometimes  the  fingers  alone  are 
affected,  they  are  thick,  swollen,  red  or  blue  and  are  called  “  sausage 
fingers.”  Charcot  described  the  “  fleshy  hand  ”  or  “  main  succulente.” 
If  you  thought  she  had  this  condition,  why  did  you  not  test  the  heat 
and  cold  sensations?  Our  physical  examination  suggests  some  basal 
bronchitis  on  the  left  side,  probably  resulting  from  the  six  attacks  of 
pneumonia,  border-line  enlargement  of  the  heart,  arteriosclerosis,  and 
an  enlarged  and  very  tender  left  kidney.  Is  there  a  neurologist  here? 
Yes,  I  see  Dr.  B.  Will  you  examine  the  knee-jerks  and  say  whether 
they  are  equal. 

Dr.  B.  examines  them  several  times  very  carefully  and  decides  that 
the  left  is  slightly  more  brisk  than  the  right. 

Q.  This  is  interesting  as  I  will  tell  you  later.  Now,  Dr.  H.,  do 
you  still  think  she  is  suffering  from  congenital  cystic  disease  of  the 


kidneys? 

A.  Yes. 

Q.  What  investigations  would  you  like  carried  out? 


A.  The  blood  urea. 

Q .  Why? 

A.  If  she  has  cystic  disease  of  the  kidneys  with  periodical  attacks 


of  vomiting  the  blood  urea  will  be  raised. 

Q.  It  is  30  mg./lOO  c.c.  This  favours  the  view  that  only  one  kidney 
is  affected.  What  other  investigations  would  you  like? 

A.  An  X-ray  of  the  chest. 

Q.  Here  it  is.  The  aorta  is  slightly  uncoiled,  suggesting  atheroma. 
The  left  ventricle  is  prominent,  but  the  heart  is  not  enlarged.  The 
lung  fields  appear  normal  except  for  some  shadows  of  residual  hpiodo 
in  the  right  mid-zone.  The  trachea  is  central.  What  else  do  you  want . 

A.  An  intravenous  pyelogram. 

0  This  shows  the  right  kidney  low  with  its  pelvis  opposite  the 
transverse  process  of  the  4th  lumbar  vertebra,  and  the  left  kidney 
shadow  enlarged,  extending  from  L.l  to  L.5  vertebrae  and  measuring 
6  in.  from  top  to  bottom.  The  right  kidney  is  excreting  the  dye  a 
5  minutes,  the  calyces,  pelvis  and  ureter  appear  normal.  The 
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kidney  begins  to  excrete  at  15  minutes,  the  calyces  are  grossly  dilated, 
the  pelvis  is  a  little  dilated.  The  kidney  shadow  becomes  very  dense 
at  one  hour  owing  to  the  dye  passing  out  from  the  calyces  into  the 
tubules  and  possibly  into  the  renal  venous  system.  The  left  ureter  is 
not  seen  in  any  of  the  films.  The  bladder  shows  no  abnormality. 
The  appearances  suggest  obstruction  at  the  pelvi-ureteric  junction,  or 
at  the  junction  of  the  major  calyces  with  the  pelvis  (see  Fig.  44). 

Other  investigations  have  been  done.  The  Hb.  is  99  per  cent.  The 
white  cells  number  13,200  per  c.mm.,  with  a  normal  differential  count. 


Fig.  44.  Pyelogram  showing  intrarenal  hydronephrosis  of  left  kidney. 


The  sedimentation  rate  of  the  red  cells  is  10  mm.  at  1  hour  (Westergren) 
The  blood  Wassermann  reaction  is  negative.  A  barium  meal  shows 
no  abnormality  in  the  oesophagus,  stomach,  duodenum  or  intestines 
The  sputum  contained  no  tubercle  bacilli  and  no  malignant  cells. 
There  was  a  scanty  growth  of  staphylococcus  pyogenes.  A  catheter 
specimen  of  urine  was  examined.  The  deposit  contained  a  few  white 
red  and  epithelial  cells  and  profuse  organisms.  There  was  a  moderate 

feft ^xisdeviaC6118  ^  BaC''  ^  ^^mgram  showed 

A  retrograde  pyelogram  has  also  been  done  on  the  left  side  The 
catheter  passed  easily  and  there  was  no  ureteric  obstruction  There* 
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slight  dilatation  of  the  pelvis  and  considerable  dilatation  of  the  calyces. 
The  patient  had  an  attack  of  renal  pain  on  the  left  side  during  the  exami¬ 
nation.  The  urine  obtained  from  the  left  kidney  was  sterile.  This  suggests 
that  there  is  some  pyelitis  on  the  right  side.  It  might  be  well  to  repeat 
the  examination  of  a  catheter  specimen  of  urine. 

We  have  now  arrived  at  the  following  conclusions:  The  general 
ill-health  is  probably  due  to  the  recurrent  attacks  of  left  basal  pneu¬ 
monia.  This  always  begins  with  symptoms  of  pharyngo-tracheitis  and 
there  may  be  some  posterior  nasal  infection.  This  is  to  be  investigated. 
The  so-called  pneumonic  attacks  may  be  a  recurrent  basal  bronchitis 
due  to  inhalation  of  mucus,  or  they  may  be  due  to  a  chronic  bronchial 
infection  associated  with  some  dilated  bronchi.  A  bronchogram  of 
the  left  lower  lobe  would  decide  whether  any  bronchiectasis  is  present. 
The  loss  of  weight  may  be  partly  due  to  dieting  but  the  patient  denies 
this.  The  symptoms  of  peripheral  neuritis  may  be  associated  with  a 
chronic  bronchial  infection.  The  attacks  of  sweating  and  vomiting  are 
due  to  renal  colic.  The  renal  colic  is  associated  with  the  left  unilateral 
hydronephrosis  and  there  is  no  evidence  of  stone. 

What  are  the  causes  of  unilateral  hydronephrosis,  Dr.  P.  ? 

A.  The  common  causes  are  conditions  which  obstruct  the  ureter, 
especially  a  stone. 

Q.  What  else? 

A.  Tuberculosis  affecting  the  lower  end  of  the  ureter.  There  may 
be  a  stricture  or  new  growth  of  the  ureter,  or  oedema  of  the  wall  of  the 


ureter. 

Q.  What  are  the  external  causes  of  ureteric  obstruction? 

A.  A  pelvic  or  abdominal  tumour,  or  an  aberrant  renal  artery. 

Q.  What  are  aberrant  renal  arteries  ? 

A.  They  are  persistent  embryonal  arteries.  The  metanephros 
forms  the  permanent  kidney.  As  it  develops  it  moves  upwards  and 
receives  its  blood  supply  from  the  lateral  splanchnic  stem  arteries 
arising  from  the  aorta  at  successively  higher  levels,  the  definitive  or 
permanent  renal  artery  being  derived  from  the  L.2  segment.  Aberrant 
renal  arteries  are  due  to  persistence  of  the  primitive  arteries,  and  they 

may  be  superior  polar  or  inferior  polar. 

Q.  Embryology  good,  Dr.  P.!  It  is  said  that  an  inferior  polar 

artery  may  obstruct  the  ureter,  but  this  is  doubtful,  as  the  obstruction 
often  persists  after  the  artery  has  been  divided.  How  could  you  find 
out  if  there  is  an  aberrant  renal  artery  in  this  case? 


A.  By  an  aortogram. 

Q.  How  is  this  done? 

A.  I  don’t  know.  I've  never  seen  one  done. 

Q.  I  will  ask  the  registrar  to  tell  us.  .  , 

The  registrar:  The  examination  is  carried  out  in  the  X-ray  depar 
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ment  under  general  anaesthesia,  with  the  patient  lying  prone.  A  needle, 
15  cm.  long,  No.  16  s.w.g.,  is  inserted  below  the  left  12th  rib  4  fingers’ 
breadth  lateral  to  the  lumbar  spinal  processes.  The  needle  is  directed 
upwards,  inwards  and  forwards  till  it  touches  the  body  of  L.l  vertebra. 
It  is  then  withdrawn  slightly  and  guided  to  the  side  of  this  vertebra 
until  it  enters  the  aorta.  A  syringe  is  attached  to  the  needle  containing 
saline.  When  the  needle  enters  the  aorta  blood  gushes  into  the  syringe. 
Thirty  c.c.  of  70  per  cent  Diodone  are  then  injected  into  the  aorta, 
and  four  films  are  taken  at  two  seconds  intervals,  the  first  being  taken 
after  15  c.c.  have  been  injected. 

Q.  What  else  may  cause  obstruction? 

A.  Kinking  due  to  nephroptosis. 

Q.  Yes,  but  this  is  also  doubtful,  although  it  is  said  to  be  the  cause 
of  Dietl’s  crisis.  Hematuria  may  occur  in  a  Dietl’s  crisis.  Fibrosis 
of  the  perirenal  tissues,  causing  adhesions,  may  lead  to  unilateral 
hydronephrosis.  What  are  the  causes  of  pelvi-ureteric  obstruction? 

A.  Chronic  pyelitis. 

Q.  What  else? 

A.  A  stone  or  neoplasm  in  the  pelvis. 


Q.  Often  no  pathological  change  is  present  at  the  pelvi-ureteric 
junction.  These  cases  are  considered  to  be  due  to  achalasia  or  to 
overaction  of  the  sympathetic  nerve  supply  to  the  kidney.  Unilateral 
hydronephrosis  may  be  congenital,  due  to  stenosis  of  the  ureter,  but 
congenital  hydronephrosis  is  more  frequently  bilateral.  When  the 
pelvis  is  chiefly  dilated  the  condition  is  called  hydronephrosis.  When 
the  calyces  are  grossly  dilated  and  the  pelvis  to  a  lesser  degree,  the 
condition  is  intrarenal  or  calycean  hydronephrosis.  The  term  internal 
hydronephrosis  is  applied  to  acute  dilatation  of  the  renal  tubules  and 
Bowman  s  spaces,  with  normal  sized  calyces.  This  may  result  from 
obstruction  of  the  tubules  by  crystals  or  casts.  In  our  case  the  condi- 
tion  is  mainly  that  of  intrarenal  hydronephrosis.  If  it  persists  the  renal 
tissue  may  be  reduced  to  thin  septa  between  the  dilated  calyces  A 
characteristic  feature  is  the  poor  secretion  of  the  dye  after  intravenous 
pyelography,  and  the  delayed  secretion  on  the  affected  side 

The  bleeding  which  occurred  when  she  sat  down  with  abumn 

Srssa; ,ear  in  a  ca,yx  communica,ing  ^ 

renal1  ‘T  ^ 

supply  for  the  calyces,  pelvis  and  ureter  ■>  15  he  nerVe 

A.  The  sympathetic  fibres  from  the  11th  and  n.h  ti 
o  the  1st  and  2nd  L.  segments.  The  fibres  pass  along  the  splanchnic 
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nerves  to  the  renal  plexus  at  the  hilum.  The  parasympathetic  fibres 
come  from  the  vagus  and  reach  the  kidney  in  the  periarterial  nervous 
plexus. 

Q.  The  pelvis  and  ureter  have  three  muscular  layers,  and  these 
layers  are  said  to  be  condensed  into  ring  muscles  at  certain  points; 
around  the  renal  papilla  where  they  exert  a  milking  action  and  so 
fill  the  secondary  calyces  with  urine;  at  the  junction  of  the  major 
calyces  with  the  pelvis;  and  at  the  junction  of  the  pelvis  and  the  ureter. 
There  are  said  to  be  two  sphincters  in  the  ureter  formed  by  ring  muscles, 
and  the  intervening  portions  of  the  ureter  are  called  ureteric  spindles. 
The  sympathetic  nervous  impulses  cause  relaxation  of  the  walls  of  the 
calyces  and  the  pelvis  and  constriction  of  the  ring  muscles,  and  the 


Fig.  45.  Diagram  showing:  a,  b ,  c.  Ring  muscle 
sphincters  at  junction  of  major  calyces  with 
renal  pelvis,  d.  Ring  muscle  sphincter  at 
pelvi-ureteric  junction.  1.  Cephalic,  upper 
primary  or  major  calyx.  2.  Middle  primary  or 
major  calyx.  3.  Caudal,  lower  primary  or 
major  calyx. 


vagal  impulses  have  probably  an  opposite  effect.  Normally  the 
calyces,  pelvis  and  ureter  contract  and  dilate  rhythmically,  so  that  the 
urine  is  passed  from  the  calyces  to  the  bladder.  The  sphincters  open 
and  close  to  allow  the  passage  onward  of  the  urine.  What  is  the  normal 

anatomical  arrangement  of  the  calyces  and  pelvis? 

A  The  pelvis  is  said  to  be  shaped  like  a  trumpet.  The  major 
calyces  open  into  it.  There  are  usually  three  or  four  major  or  primary 
calyces.  An  upper  or  cephalic  calyx,  one  or  two  middle  calyces  and  a 
caudal  or  lower  calyx.  Usually  four  minor  calyces  open  into  the 
cephalic  major  calyx,  and  four  to  six  minor  calyces  open  into  the  middle 

calyces  and  the  same  number  into  the  caudal  calyx. 

O.  We  can  draw  a  diagram  to  illustrate  this  (see  Fig.  45). 
systole  and  diastole  of  the  calyces  and  pelvis,  and  the  contraction  an 
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relaxation  of  the  ring  muscles  maintain  a  forward  and  downward 
passage  of  urine.  In  the  kidney  the  cephalic  or  upper  primary  calyx 
contracts,  the  sphincter  at  its  neck  relaxes  and  it  empties  into  the 
pelvis  then  the  sphincter  at  its  neck  contracts  and  shuts  it  oil  from 
the  pelvis  and  it  begins  to  fill  again.  The  middle  calyx  now  goes  through 
a  similar  process  and  finally  the  inferior  calyx  contracts  and  empties 
into  the  pelvis  and  immediately  the  pelvis  contracts  and  empties  into 
the  ureter.  The  ring  muscles  at  the  pelvi-ureteric  junction  and  in  the 
ureter  contract  and  relax  rhythmically.  If  the  ring  muscles  at  the 
junction  of  the  major  calyces  with  the  pelvis  do  not  relax  adequately, 
the  calyces  dilate  and  lead  to  intrarenal  hydronephrosis.  If  the  ring 
muscle  at  the  pelvi-ureteric  junction  does  not  relax  normally,  dilatation 
of  the  pelvis  occurs.  And  so  sympathicotonus  will  lead  to  hydro¬ 
nephrosis. 

Having  made  the  provisional  diagnosis  of  renal  sympathicotonus 
we  can  go  back  to  the  question  of  the  knee-jerks.  It  is  said  that  the 
knee-jerk  may  be  exaggerated  on  the  side  of  the  kidney  lesion,  and  our 
neurologist,  Dr.  B.  found  the  knee-jerk  on  the  left  side  slightly 
exaggerated.  What  treatment  would  you  advise.  Dr.  C.  ? 

A.  Some  drug  might  be  used  which  inhibits  the  action  of  the 
sympathetic. 

Q.  Such  as? 

A.  Eserine. 

Q.  How  much  would  you  inject? 

A.  1  /60th  of  a  grain. 

Q.  This  may  produce  a  temporary  relief  of  pain  and  spasm,  but 
better  and  more  lasting  results  are  said  to  be  obtained  with  Pituitrin. 
The  usual  dose  is  0-5  c.c.  subcutaneously  daily  for  two  weeks,  then 
0-5  c.c.  on  alternate  days  for  two  weeks,  and  a  maintenance  dose  of 
0-5  c.c.  once  a  week  for  six  weeks.  This  may  cause  intestinal  spasm  with 
a  tendency  to  diarrhoea.  If  you  are  interested  in  this  you  should  look 
up  the  paper  by  J.  G.  Yates  Bell  in  the  Proceedings  of  the  Royal  Society 
of  Medicine  (1949,  42,  541).  It  was  shown  by  Jona  in  1928  (Jona,  L. 
(1928),  Med.  Journ.  Austrcd.,  2,  118)  that  Pituitrin  produced  rhythmic 
contractions  of  the  calyces  and  pelvis  which  were  followed  by  relaxation 
and  relief  of  pain.  Yates  Bell  concluded  that  a  small  number  of  cases 
of  renal  sympatheticotonus  are  cured  by  Pituitrin,  but  a  large  number 
relapse  and  eventually  require  sympathectomy.  We  are  going  to  try 
this  patient  with  Pituitrin  and  I  will  let  you  know  later  how  she  fares. 
****** 


I  saw  the  patient  again  four  days  later.  All  pain  and  tenderness 
ad  now  gone  from  the  left  loin  and  costo-vertebral  angle  and  I  could 
only  feel  the  kidney  with  difficulty;  it  appeared  of  normal  size. 

ter  another  week  there  was  no  tenderness  in  the  left  renal  area 
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Fig.  46.  Pyelogram  showing  diminution  of  hydronephrosis  following  Pituitrin 

treatment. 


and  I  could  not  feel  the  kidney.  A  bronchogram  of  the  left  lung  showed 
the  bronchi  normal,  except  that  a  left  lower  lobe  posterior  bronchus 
appeared  slightly  dilated.  The  E.N.T.  specialist  found  no  abnormality 
except  a  little  dulness  of  the  left  antrum  on  transillumination. 

Finally  the  intravenous  pyelogram  was  repeated  after  four  weeks 
treatment  with  Pituitrin,  and  it  showed  the  left  kidney  now  excreting 
at  5  minutes  and  only  a  mild  degree  of  hydronephrosis  (see  Fig.  46). 
The  patient  had  lost  her  pain  and  seemed  very  well. 


A  CASE  OF  VOMITING 


This  patient  was  admitted  with  a  mass  of  documents  relating  to 
his  previous  medical  history,  sent  in  by  his  private  doctor  The  clinica 
clerk  has  endeavoured  to  unravel  the  somewhat  complicated  story  and 

I  will  call  upon  him  now  to  read  the  history. 

The  clerk  reads:  The  patient  is  a  married  man,  sixty-two  years  ot 
age  a  retired  clerk.  He  says  that  he  has  had  periods  of  gastric  trouble 
for  the  past  eighteen  years.  In  1948  he  collapsed  without  warning 
while  dictating  letters.  He  had  eaten  a  fish  lunch  one  and  a  half 
hours  previously.  He  was  sick  and  vomited  blood.  Three  weeks 
later  he  was  given  a  barium  meal  and  a  barium  enema,  but  nothing 
abnormal  was  found.  In  May  1949  he  had  a  second  attack  of  haema- 
temesis  and  was  admitted  to  hospital.  Two  days  later  he  vomited 
blood  for  the  third  time,  without  any  warning,  and  he  was  now  given  a 


blood  transfusion.  The  next  day  he  was  operated  on,  partial  gastrec¬ 
tomy  and  gastro-enterostomy  being  performed.  The  operation  was 
followed  by  pneumonia.  Four  months  later  he  resumed  work,  but  the 
operation  was  not  successful  in  relieving  him  of  his  gastric  symptoms, 
on  account  of  which  he  retired  in  1950.  The  chief  symptoms  then 
were  epigastric  pain  two  hours  after  food,  giddiness  and  sweating. 
In  March  1951,  however,  as  his  health  had  considerably  improved,  he 
resumed  part-time  work.  The  following  April  he  collapsed  at  work, 
feeling  very  giddy  as  he  was  sitting  in  a  chair.  He  did  not  vomit  then, 
but  subsequently  he  had  recurrent  attacks  of  vomiting,  and  was  admitted 
to  his  local  hospital  again  in  July  1952.  The  barium  meal  report 
reads  as  follows:  “  There  has  been  a  partial  gastrectomy.  The  stoma 
functions  poorly,  but  at  l  J  hours  there  is  very  little  left  in  the  stomach. 
At  5  hours  the  meal  has  reached  the  cascum.”  The  barium  enema, 
cholecystogram  and  the  sigmoidoscopic  examinations  showed  no 
abnormalities. 

Three  weeks  later  he  returned  home,  the  vomiting  having  ceased, 
but  it  recurred  at  the  end  of  August,  and  on  September  8th,  after 


vomiting  a  considerable  amount  of  bile  four  times  in  one  morning, 
he  was  again  admitted  to  hospital.  The  barium  meal  was  repeated,  the 
report  being:  ‘  There  is  rapid  emptying  of  the  stomach  through  the 
gastro-enterostomy  opening,  but  there  is  no  evidence  of  an  active 
ulcer  in  the  stomach  or  duodenum.”  He  was  now  examined  by  a 
neurologist  on  account  ot  dizziness  and  black-outs.  The  neurologist 
attributed  the  condition  to  low  blood  pressure  and  advised  treatment 
with  Benzedrine.  As  the  patient  did  not  improve  with  this  treatment 
he  was  admitted  to  this  hospital  on  October  15th,  ten  days  ago,  for 
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further  investigations.  He  is  still  suffering  from  repeated  attacks  of 
vomiting,  and  he  complains  that  food  appears  to  stick  immediately 
after  swallowing,  and  slowly  percolates  to  what  he  describes  as  “  the 
point  at  the  end  of  the  ribs  at  the  top  of  the  centre  of  the  body.”  When 
asked  where  this  is  he  points  to  the  region  of  the  xiphoid  cartilage. 
On  admission  here  he  said  he  had  been  vomiting  every  day  for  the 
last  six  months,  and  for  the  past  two  weeks  the  vomiting  had  been 
getting  worse.  For  two  years  he  has  suffered  from  colicky  epigastric 
pains  about  two  hours  after  food.  He  tends  to  vomit  shortly  after 
food,  or  even  while  eating.  The  vomit  may  consist  almost  entirely  of 
chewed  food,  and  sometimes  it  is  mixed  with  green  bile.  The  food 
feels  as  if  it  sticks  in  the  gullet  for  minutes  or  hours,  and  this  feeling 
is  relieved  by  belching.  Fluids  stick  less  than  solid  food.  He  may 
vomit  as  much  as  8  oz.  at  a  time,  but  the  vomit  is  not  excessively  offen¬ 
sive.  The  bowels  are  opened  regularly  with  paraffin  and  there  is  no 
diarrhoea.  He  also  feels  faint  at  times  after  food,  sweats  and  is  giddy. 

Q.  Thank  you,  Mr.  C.  That  is  a  very  good  history.  Now  Dr.  V., 
will  you  examine  the  patient. 

Q.  What  do  you  find? 

A.  The  patient  is  very  thin,  but  his  colour  is  good.  He  has  lost 
about  2\  st.  in  weight  since  the  operation.  He  is  co-operative.  I  can 
feel  a  few  small  soft  axillary  glands.  His  teeth  are  good  and  he  has 
no  dentures.  The  tongue  is  clean  and  throat  normal.  The  heart  is 
normal,  pulse  regular,  68,  blood  pressure  165/85  mm.  Hg.  The  lungs 
are  normal.  There  is  a  mid-line  epigastric  operation  scar,  soundly 
healed.  There  is  tenderness  to  the  right  of  this  scar,  and  a  movable 
firm  mass,  about  the  size  of  a  plum,  is  palpable  about  2  in.  to  the 
right  of  the  scar,  inside  the  abdomen.  On  rectal  examination  the 
prostate  is  enlarged  and  hard,  the  left  lobe  being  larger  than  the  right. 
The  mucous  membrane  moves  freely  over  it.  There  are  no  urinary 
symptoms.  The  legs  are  normal. 

Q.  Does  he  look  ill? 

A.  Yes,  he  is  thin  and  weak  and  he  says  he  feels  wretched.  The 
vomiting  is  very  distressing  and  he  has  no  appetite. 

Q.  What  do  you  think  is  the  matter? 

A.  I  think  he  must  have  some  obstruction  at  the  lower  end  of  the 
oesophagus. 

Q.  What  investigations  would  you  like  made? 

A.  A  barium  swallow  and  barium  meal,  and  then  probably  a 
blood  count,  estimation  of  the  sedimentation  rate  of  the  red  cells,  and 

examination  of  the  faeces  for  occult  blood.  u  . 

Q.  Here  are  the  barium  meal  films,  and  the  report  reads. 
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partial  gastrectomy  has  been  performed.  After  one  mouthful  barium 
passed  through  the  stoma  into  the  efferent  loop  very  rapidly  When 
[he  stomach  remnant  had  been  filled,  emptying  took  place  hardly  at  all. 
The  one  hour  film  showed  that  almost  all  the  barium  had  left  the  sto¬ 
mach.  It  is  very  unusual  to  see  this  delay  in  emptying  with  the  stomach 
full.  It  may  be  due  to  mechanical  conditions  at  the  stoma.  The 
blood  count  is  Hb.  73  per  cent.  Red  cells  44  millions  per  c.mm. 
C.I.  0-8.  White  cells  4,700  per  c.mm.,  polymorphs.  65  per  cent, 
lymphocytes  22  per  cent,  monocytes  9  per  cent,  eosinophils  3  pei  cent, 
basophils  1  per  cent.  The  sedimentation  rate  of  the  red  cells  is  5  mm./ 
1  hour  (Westergren).  The  occult  blood  test  is  negative. 

What  do  you  think  now? 

A.  There  is  no  oesophageal  obstruction.  There  may  be  some 
mechanical  obstruction  at  the  stoma  causing  the  vomiting.  The 
normal  sedimentation  rate  of  the  red  cells  and  the  negative  occult 
blood  test  on  the  feces  are  opposed  to  an  ulcer  or  a  growth. 

Q.  What  would  you  advise  doing  then  ? 

A.  I  should  like  the  barium  meal  repeated. 

Q.  Why? 

A.  To  see  if  there  still  appears  to  be  an  obstruction  at  the  stoma 
or  whether  the  delay  may  be  due  to  spasm. 

Q.  This  has  been  done,  and  the  report  is:  “  At  this  examination 
the  behaviour  of  the  stomach  remnant  noted  at  the  last  examination 
was  not  repeated.  The  stomach  emptied  at  an  average  rate  when  it 
was  full.  It  is  possible  that  the  behaviour  of  the  stomach  remnant 
described  in  the  previous  report  is  an  intermittent  phenomenon.” 
This  seems  rather  to  support  your  suggestion  of  spasm,  Dr.  P.,  but 
what  about  the  plum-sized  lump  you  felt  in  the  abdomen? 

A.  I  think  this  may  be  due  to  some  adhesions  or  mesenteric 
thickening  following  the  operation. 

Q.  The  whole  condition  is  therefore  functional? 

A.  Yes,  I  think  so. 

Q.  What  treatment  would  you  give  ? 

A.  Antispasmodics  such  as  belladonna  or  Banthine,  and  gastric 
sedatives  such  as  bismuth  or  perhaps  cerium  oxalate. 

Q.  Cerium  oxalate  is  not  used  often  now,  but  it  used  to  be  given 
quite  a  lot,  and  also  dilute  hydrocyanic  acid.  I  do  not  think  they  were 
of  much  use.  What  is  the  dose  of  cerium  oxalate? 

A.  5  to  10  grains. 

Q.  No.  It  is  2  to  10  grains.  How  is  it  given? 

A.  In  a  mixture  with  sodium  bicarbonate. 

Q.  It  is  insoluble  in  water  and  is  usually  given  in  a  cachet.  Dr  R 
have  you  any  suggestion  to  make? 

A,  Could  it  be  a  “  dumping  syndrome  ”? 
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Q.  What  do  you  mean  by  that? 

A.  A  group  of  symptoms  which  occur  after  gastro-enterostomy, 
but  especially  after  partial  gastrectomy. 

Q.  When  was  it  first  described? 

A.  1  think  Hurst  described  it  a  long  time  ago. 

Q.  Hurst  published  his  paper  in  1913  in  the  Annals  of  Surgery 
(1913,  58,  466).  I  have  it  here.  He  describes  a  series  of  about  20 
patients  upon  whom  gastro-enterostomy  had  been  done  for  various 
conditions,  most  commonly  duodenal  ulcer.  These  patients  complained 
of  a  sense  of  fulness  during  each  meal,  which  might  so  diminish  the 
food  intake  as  to  cause  loss  of  weight.  There  might  also  be  diarrhoea. 
He  did  not  use  the  term  “  dumping  syndrome,”  but  he  referred  to  the 
“  rapid  drainage  of  the  stomach,”  and  considered  the  symptoms  were 
due  to  distension  of  the  jejunum.  He  found  the  symptoms  were 
relieved  by  lying  down  for  half  an  hour  after  each  meal.  Who  was 
Hurst? 

A.  Physician  to  Guy's  Hospital. 

Q.  Yes,  but  you  will  see  when  he  wrote  this  paper  his  name  was 
Hertz.  I  first  met  him  when  I  was  a  student  at  Oxford.  He  lectured  to 
us  from  12  to  1  o’clock  on  Friday  mornings  during  the  summer  term, 
on  pharmacology.  He  used  to  come  up  from  London  each  week 
especially  to  these  give  lectures.  I  could  not  understand  why  he  did  it. 
Later,  when  the  first  World  War  came,  he  changed  his  name  to  Hurst. 
What  is  the  next  stage  in  the  history  of  the  “  dumping  syndrome  ? 

No  answer.  .  ,  „ 

Q.  In  1922  Mix  described  what  he  called  the  “  dumping  stomach 

following  gastro-jejunostomy.  The  diagnosis  was  made  on  the  basis 
of  X-ray  findings,  typical  symptoms  being  absent.  If  you  want  to  look 
up  the  paper  the  reference  is  Mix,  C.  L„  1922,  S.  Clin.  North  Amenca 
3  617.  A  great  deal  of  attention  has  been  paid  during  the  last  te 
years  to  the  manner  in  which  the  symptoms  of  the  dumping  syndrome 

are  produced.  What  are  the  symptoms?  ,  • 

A  The  most  important  is  a  feeling  of  epigastric  fulness  conm  g 

on  while  the  patient  Seating,  or  directly  afterwards.  The  patient  often 

feels  faint  and  is  relieved  by  lying  down. 

O  Custer  (1)  in  1946  described  four  cardinal  and  almost  invariable 

symptoms  or  ll.<  dumping  ,»*om<  They  t.«in  MM,.  «*» 

these  symptoms  ?H^rst  ^  ^  he  $aid  that  the  epigastric 
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fulness  and  the  diarrhea  are  due  to  the  rapid  passage  of  food  from 
the  stomach  into  the  jejunum,  resulting  in  distension  of  the  jejunum^ 

O.  There  is  some  evidence  to  support  this  view.  If  an  inflatab 
balloon  is  passed  into  the  jejunum  after  a  gastrectomy,  and  the  balloon 
is  blown  up,  the  feeling  of  epigastric  fulness  ensues  and  sometimes 
faintness.  The  symptoms  have  been  thought  to  be  due  to  vagotonia, 
but  against  this  view  is  the  fact  that  atropine  affords  no  relief.  What 
other  views  have  been  put  forward  to  account  tor  the  symptoms  o 
the  dumping  syndrome? 

A.  It  has  been  suggested  that  the  immediate  symptoms  which 
occur  during  or  shortly  after  a  meal  are  due  to  a  rapid  rise  of  the  blood 
sugar  to  above  the  normal  maximum  figure,  owing  to  rapid  absorption 
of  sugar  from  the  duodenum.  This  has  been  called  hyperglycemic 


shock. 

O.  Yes,  blood  sugar  curves  show  a  rise  of  the  blood  sugar  to  about 
220  mg./lOO  c.c.  half  an  hour  after  swallowing  the  dextrose,  followed 
by  hypoglycemia,  the  blood  sugar  falling  to  about  50  mg./lOO  c.c.  in 
2\  hours.  Some  authors  have  gone  so  far  as  to  say  that  the  hypo¬ 
glycemia  following  partial  gastrectomy  is  the  cause  of  all  the  symptoms 
of  the  dumping  syndrome.  I  do  not  agree  with  this.  What  else  may 
account  for  the  muscular  weakness? 

A.  It  may  be  due  to  a  low  blood  potassium. 

Q.  Yes,  Hamilton  Smith  (2)  showed  a  significant  fall  in  the  blood 
potassium  and  electrocardiographic  changes  associated  with  potassium 
deficiency  in  patients  suffering  from  severe  dumping  attacks.  Now 
there  are  certain  other  terms  used  in  connection  with  disturbances 
following  gastrectomy.  What  is  meant  by  the  afferent  loop 
syndrome? 

A.  There  is  bilious  vomiting  which  is  thought  to  be  due  to  kinking 
of  the  afferent  loop  resulting  in  afferent  loop  stasis.  The  bile  may 
regurgitate  unmixed  with  food,  later  there  may  be  vomiting  of  food. 
There  is  also  usually  epigastric  fulness  or  pain. 

Q.  And  what  is  the  efferent  loop  syndrome? 

A.  This  is  what  is  usually  called  the  dumping  syndrome,  epigastric 
fulness,  and  vomiting  of  food,  not  mixed  with  bile. 

Q.  What  types  of  gastrectomy  are  associated  with  the  dumping 
syndrome? 


A.  It  may  occur  with  any  type  of  gastrectomy,  the  Billroth  1 
the  Polya-Moynihan,  or  the  Hofmeister-Finsterer.  The  more  extensive 
t  e  gastric  resection  the  more  likely  is  dumping  to  occur. 

Q .  In  some  series  dumping  has  been  noted  in  75  per  cent  of  cases 
six  months  after  the  operation,  but  it  is  likely  to  improve.  In  about 

per  cent  it  is  severe.  What  are  the  special  features  of  the  Billroth  I 
operation? 
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A.  The  stomach  is  directly  anastomosed  to  the  cut  end  of  the 
duodenum. 

Q.  What  happens  in  the  Polya  operation? 

A.  In  the  Polya  operation  the  cut  end  of  the  stomach  is  anasto¬ 
mosed  with  the  side  of  the  jejunum. 

Q.  And  what  is  the  chief  difference  between  the  Polya-Moynihan 
and  the  Hofmeister-Finsterer  operations? 

A.  In  both  the  stomach  is  anastomosed  with  the  jejunum,  but  in 
the  Polya-Moynihan  operation  the  stoma  is  larger  than  in  the  Hof¬ 
meister-Finsterer  operation. 

Q.  I  expect  you  are  correct,  but  I  do  not  know  very  much  about 
these  surgical  technicalities.  In  our  case  there  was  bilious  vomiting, 
which  suggests  an  afferent  loop  syndrome.  We  also  estimated  the 
blood  sugar  and  the  potassium.  The  blood  sugar  directly  before  a 
meal  was  107  mg./ 100  c.c.,  immediately  after  the  meal  it  was  135  mg./ 
100  c.c.,  and  at  \\  hours  after  the  meal  it  was  111  mg./lOO  c.c.,  so  in 
this  instance,  although  the  patient  had  dumping  symptoms  and  faint¬ 
ness,  there  was  neither  an  immediate  hyperglycemia  nor  a  delayed 
hypoglycemia.  The  serum  potassium  was  also  normal,  4-7  mEq/L, 
so  that  there  was  no  evidence  that  muscular  weakness  was  due  to 
hypopotassemia. 

I  thought  the  “  dumping  syndrome  ”,  due  to  rapid  distension  of  the 
jejunum,  was  the  most  likely  diagnosis,  but  I  asked  a  surgeon  to  see 
him.  He  reported  that  he  could  feel  a  mass  high  up  under  the  left 
costal  margin,  probably  due  to  an  anastomotic  ulcer  with  inflammatory 
changes  around. 

And  these  are  all  the  questions  I  have  time  to  ask  this  afternoon, 
but,  as  Bacon  wrote,  “  he  that  questioneth  much,  shall  learn  much, 

and  content  much.” 


A  laparotomy  was  performed  on  November  9th,  1952,  when  it  was 
found  that  there  was  a  large  carcinoma  arising  in  the  remaining  portion 
of  the  stomach,  involving  practically  the  whole  of  it  and  extending  up 
into  the  oesophagus.  The  growth  surrounded  the  anastomosis  and 
was  obstructing  the  afferent  loop  of  the  jejunum  which  was  much 
distended.  There  was  widespread  glandular  involvement,  seconda  y 
deposits  were  present  in  the  diaphragm,  and  any  radical  operation  was 
out  of  the  question.  An  anastomosis  was  performed  between  the 

afferent  and  efferent  loops  of  the  jejunum.  rpsnnhieus 

Thus  the  feeling  of  food  sticking  at  the  lower  end  of  the  h 

was  explained.  It  was  probable  that  the  original  ulcer  in  the  stomacl 
was  malignant.  The  patient  did  well  for  a  time  alter  the  opera  101 

and  was  free  from  vomiting. 
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In  April  1953  the  patient  was  still  eating  well  and  the  food  did  not 
stick,  but  in  June  the  vomiting  returned  with  much  flatulence  and 
anorexia.  The  food  was  also  felt  to  stick  once  more  in  the  lower  part 
of  the  chest.  The  patient  now  went  steadily  down  hill  and  died  in 
December  1953. 

It  is  noteworthy  that  none  of  the  X-ray  examinations  aflorded  a 
suggestion  of  carcinoma  of  the  stomach;  that  the  occult  blood  test 
was  negative  on  the  faeces,  and  that  the  sedimentation  rate  of  the  red 
cells  was  normal. 
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A  CASE  OF  JAUNDICE 


Now  Ladies  and  Gentlemen,  you  have  only  to  look  at  this  patient 
to  see  that  she  is  suffering  from  a  fairly  intense  degree  of  jaundice, 
because,  in  addition  to  the  dusky  or  brownish-yellow  colour  of  the 
skin,  the  conjunctivas  are  brightly  tinged  with  yellow. 

She  is  a  married  woman,  fifty-three  years  of  age,  whom  I  first  saw 
in  September  1951,  over  two  and  a  half  years  ago.  In  1942,  eleven 
years  ago,  she  had  a  bad  attack  of  jaundice  lasting  about  nine  weeks. 
Jaundice  was  epidemic  in  her  neighbourhood  at  the  time,  but  in  the 
majority  of  cases  the  jaundice  cleared  up  in  a  few  days.  She  remained 
free  from  jaundice  until  May  1950  when  she  noticed,  while  on  holiday, 
that  her  urine  was  dark.  This  was  followed  by  headache,  subcostal 
pain  worse  on  the  right  side,  and  the  gradual  onset  of  jaundice.  A 
week  or  so  later  her  skin  began  to  itch.  The  motions  were  bulky  and 
soft,  at  first  almost  white,  later  becoming  grey  and  finally  pale  yellow. 
She  returned  home,  saw  her  doctor,  who  ordered  her  to  bed  for  five 
weeks,  and  then  she  was  admitted  to  another  hospital  to  exclude  the 
possibility  of  gall-stones.  She  was  sent  home  after  ten  days,  as  the 
jaundice  appeared  to  be  fading.  However,  it  did  not  disappear  al¬ 
though  she  felt  better  in  herself.  At  the  end  of  December  1950  attacks 
of  profuse  diarrhoea  and  vomiting  began.  They  would  wake  her  during 
the  night  and  occurred  at  first  at  intervals  of  a  month  or  so,  and  later 
about  every  ten  days.  The  vomiting  only  lasted  for  one  night,  but  she 
was  very  exhausted  after  the  attacks  and  stayed  in  bed  two  or  three 
days.  Early  in  May  1951  she  was  again  admitted  to  the  hospital 
outside  London  and  a  laparotomy  was  performed.  There  was  no  sign 
of  extrahepatic  biliary  obstruction,  the  gall-bladder  was  small  and 
empty,  the  common  bile  duct  was  also  small.  A  portion  ot  the  livei 
was  removed  for  microscopical  examination.  The  patient  was  sent 


home  and  the  jaundice  gradually  diminished. 

You  will  remember  that  I  told  you  I  was  first  asked  to  examine 
the  patient  in  September  1951.  I  considered  then  that,  although  she 
was  sallow,  there  was  no  definite  evidence  of  jaundice.  The  conjunc¬ 
tive  were  not  icteric,  the  urine  contained  no  bilirubin,  and  the  motions 
were  described  as  rather  pale,  a  dark  cream  colour.  They  were  very 
loose,  the  bowels  being  opened  three  to  twelve  times  in  the  twenty-four 
hours.  The  liver  was,  however,  palpaole  2  in.  below  the  right 
margin,  and  I  did  not  feel  the  spleen.  The  treatment  at  this 
consisted  of  a  high  protein  and  low  fat  diet, 

lost  weight,  her  height  being  5  ft.  U  in.,  and  weight  7  st.  13  lb.  (clothed). 

328 


A  CASE  OF  JAUNDICE 


329 


During  January  1952  she  felt  much  better,  with  no  jaundice  and  no 
itching. 

I  did  not  see  the  patient  again  until  the  end  of  March  1952.  She 
then  showed  evidence  of  slight  jaundice,  the  skin  generally  was  sallow, 
but  the  conjunctivas  were  faintly  icteric.  She  had  lost  7  lb.  in  weight. 
The  urine  was  mahogany-coloured,  and  contained  bilirubin.  The 
motions  were  grey  or,  as  she  described  them,  “  a  light  cream  colour.” 
Mrs.  F.  was  now  suffering  from  the  third  attack  of  jaundice.  She  told 
me  that  she  did  not  feel  well,  her  health  varied,  seeming  to  go  through 
the  following  cycle,  first  extreme  weakness  and  great  abdominal 
discomfort  “  like  a  witch’s  cauldron  ”  in  the  epigastrium,  followed  by 
looseness  of  the  bowels,  intense  irritation  of  the  skin,  insomnia,  waking 
nightly  about  2  a.m.,  and  then  nausea  for  a  few  days,  but  no  vomiting. 
There  was  great  depression  during  these  phases  which  persisted  for 
about  three  weeks.  Then  she  had  a  period  of  about  two  weeks  in 


which  she  felt  better  and  was  able  to  do  some  housework  and  cooking. 
I  advised  her  to  come  into  hospital  here  for  further  investigations. 
She  was  admitted  for  the  first  time  on  April  4th  and  discharged  on 
October  26th,  1952.  During  this  long  stay  she  was  afebrile  for  the 
first  twenty-three  weeks,  then  ran  a  temperature  of  99°  to  100°  F.  for 
four  weeks,  and  was  then  afebrile  again  for  the  last  two  weeks  Her 
weight  remained  stationary  at  7  st.  5  lb.  (in  pyjamas).  The  jaundice 
varied,  the  serum  bilirubin  being  4  mg./lOO  c.c.  on  admission.  In  the 
middle  of  July  it  rose  to  19  mg./lOO  c.c.,  and  on  discharge  it  was 
<,  mg./lOO  c.c  The  serum  cholesterol  also  rose  and  fell,  being  400  mg  / 
100  c.c  on  admission,  rising  to  1,150  mg./lOO  c.c.  in  the  middle  of  July 
and  falling  to  650  mg./lOO  c.c.  on  discharge. 

values?  What  arC  thC  n°rmal  Serum  bi,irubin  and  serum  cholesterol 
A.  The  serum  bilirubin  is  0-1  to  0-8  mg./lOO  cc  and  the 

cholesterol  140  to  280  mg./lOO  c.c.  *  '  ”  anQ  the 

2-  The  sedimentation  rate  of  the  red  cells  was  35  mm./]  hour 
(Westergren)  on  admission,  reaching  90  mm  in  thp  mirim  c  i  i 

when  she  was  given  a  Wood  transfusC  71  ft* 

during  The^ix  "months'' bef3t  the,  jaundlce  had  varied  considerably 

admission, 8theehoSuse  physicmn  safd  he'cou'id'feel  thel^ofthe"'  °" 
“  r*”d  »  «  . .  A 
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said  to  indicate  extrahepatic  biliary  obstruction  although  it  may  occur 
in  cirrhosis.  What  is  the  normal  alkaline  phosphatase? 

A.  3  to  13  King-Armstrong  units. 

Q.  The  thymol  turbidity  test  was  slightly  raised,  5  units,  the 
normal  value  being  0  to  4  units.  The  cephalin  cholesterol  and  colloidal 
gold  tests  were  both  2,  just  within  normal  limits.  The  fat  in  farces 
was  high,  the  total  fat  content  of  the  dried  faeces  being  53-6  per  cent, 
of  which  23-7  per  cent  was  unsplit,  and  29-9  per  cent  split.  The  serum 
calcium  was  normal  9-9  mg./ 100  c.c.  The  plasma  proteins  were  normal, 
total  protein  7-7  G.  per  cent,  albumin  4-2  G.,  globulin  3T  G.,  fibrinogen 
0-4  G.  per  cent.  The  motions  were  loose,  occasionally  putty-coloured, 
but  usually  brown  and  the  bowels  were  opened  six  to  eight  times  in 
the  twenty-four  hours.  The  total  serum  lipids  at  the  end  of  September 
1952  were  considerably  raised,  1,800  mg./lOO  c.c.,  the  normal  figure 
being  570  to  820  mg./lOO  c.c.  X-ray  of  the  spine  showed  slight  decalci¬ 
fication  of  the  dorsal  vertebrae.  The  cholecystogram  showed  a  non¬ 
functioning  gall-bladder  which  failed  to  fill. 

During  the  period  of  the  fever  no  abnormal  signs  were  found  in  the 
lungs,  and  X-ray  of  the  chest  showed  no  abnormality. 

Mrs.  F.  was  given  a  high  protein,  low  fat  diet,  but  her  progress 
was  very  disappointing.  She  also  had  Sorlate  0-5  G.  capsules,  6  capsules 
t.d.s.  to  aid  fat  absorption,  methionine  5  G.,  and  cystin  5  G.  a  day, 
Befortiss  1  c.c.  daily  by  intramuscular  injections,  and  calcium  lactate 


gr.  30  t.i.d.  All  with  no  demonstrable  effect. 

Mrs.  F.  come  to  see  me  again  early  in  December  1952.  She  felt 
considerably  better,  although  still  deeply  jaundiced.  She  told  me  that 
her  appetite  was  good,  and  she  seldom  had  nausea.  Her  weight 
(clothed)  was  7  st.  4  lb.,  2  lb.  lighter  than  in  March  1952.  The  motions 
were  rather  loose,  two  or  three  in  the  twenty-four  hours,  but  normal 
in  colour,  the  urine  was  dark  orange  in  colour  and  contained  bilirubin. 
I  now  noticed  a  fresh  sign  on  examining  the  patient,  which  I  know  was 
not  present  when  I  last  examined  her  in  hospital  a  few  months  ago  for 
1  had  specifically  looked  for  it.  Now  I  found  it  and  it  threw  fresh  light  on 
the  diagnosis.  No  doubt  you  will  observe  it  too,  Dr.  P.,  when  you 

eXaEarlVin  March  1953  Mrs.  F.’s  doctor  telephoned  to  say  that  two 
weeks  previously  the  patient  had  tripped  and  fallen  down,  and  she  a 
suffered  much  pain  in  the  lower  part  of  the  spine  since  then.  A  J 
had  been Taken  and  it  was  reported  that  the  body  of  the  first  lumbar 
™,eb“  ...  fractured,  and  would  I  “So  -' « 

;rsrv.  sx  rjs  js.’rr 

£s.*?  aw  jb  s=r- 
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osteoporosis.  The  orthopaedic  surgeon  advised  a  sternal  puncture 
to  exclude  the  possibility  of  myelomatosis.  This,  however,  was  not 
carried  out.  He  prescribed  large  doses  of  calciferol  and  a  thoraco¬ 
lumbar  corset. 

Now  Dr.  P.  this  is  a  long  and  complicated  history,  but  it  is  all 
important.  Will  you  examine  the  patient  and  tell  us  what  is  the  cause 
of  the  jaundice? 


Q.  What  do  you  find  ? 

A.  The  patient  is  a  small,  thin  woman,  about  5  ft.  high. 

Q.  Her  height  is  5  ft.  If  in.,  and  she  weighs  now  only  6  st.  9  lb. 
in  pyjamas.  Go  on. 

A.  She  looks  ill  and  is  deeply  jaundiced.  The  conjunctive  are 
bright  yellow,  but  her  skin  generally  is  more  brown  than  yellow. 
There  are  some  small  dark  brown  spots  on  the  trunk  and  limbs. 

Q.  Yes,  there  is  hyperpigmentation  and  melanosis.  What  does 
this  dark  colour  suggest? 

A.  That  the  jaundice  has  been  present  for  a  long  time. 

Q.  Does  it  suggest  malignant  disease? 

A.  No.  I  think  with  malignant  disease  causing  obstruction  of  the 
bile  ducts,  the  jaundice  tends  to  be  more  green. 

Q.  What  else  did  you  find? 

A.  The  tongue  is  slightly  furred,  there  is  a  partial  upper  denture. 
I  felt  no  enlarged  glands.  The  heart  is  not  enlarged,  there  are  no  mur¬ 
murs.  The  brachial  arteries  are  not  thickened.  The  blood  pressure  is 
130/80  mm.  Hg.  The  lungs  are  normal.  There  is  a  mid-fine  upper 
abdominal  operation  scar,  soundly  healed,  where  the  exploratory 
laparotomy  was  made.  The  liver  is  palpable  2  in.  below  the  right 
costal  margin;  it  is  firm  but  not  tender.  The  spleen  is  not  palpable. 

here  is  no  abdominal  distension,  no  ascites,  and  there  are  no  enlarged 
veins  in  the  abdominal  wall.  ® 

Q.  Is  there  a  venous  hum  over  the  liver  or  xiphoid  cartilage9 

A.  I  did  not  listen  for  it. 

Q.  Well,  will  you. 

Dr.  P.  listens  and  says  there  is  no  venous  hum 
in  L  ward, ^nd  w^ch^cVhed  £  ^  £ 

SedThe  t0  bC  SUffering  fr°m  Banti’s  disea^  Have  you 

An  „eS'  They  aPPear  normal  and  the  knee-jerks  are  present 

Q.  Have  you  seen  the  urine  ■>  present. 

savas  s“mmer- 
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Q.  Did  you  enquire  about  the  colour  of  the  motions? 

A.  Yes.  They  were  putty-coloured  on  admission  and  once  or 
twice  since,  but  they  are  usually  brown. 

Q.  Does  that  complete  your  examination?  You  are  sure  you 
are  not  keeping  anything  back? 

A.  No.  1  have  mentioned  everything  I  noticed. 

Q.  Would  you  like  to  know  what  the  laboratory  examinations 
have  shown  during  the  two  months  she  has  been  in  hospital? 

A.  Yes,  please. 

Q.  1  will  get  the  clerk  to  read  them  out,  he  has  them  arranged  in 
chronological  series  which  makes  them  easier  to  follow.  Mr.  S.,  let 
us  have  the  tests. 

Mr.  S.  reads  as  follows: — 

Blood  counts:  On  admission:  Red  cells  3-9  millions  per  c.mm., 
Hb.  72  per  cent,  C.I.  0-9,  White  cells  6,500  per  c.mm.,  differential  count 
normal.  Subsequently,  Red  cells  3-6  millions,  Hb.  60  per  cent.  Red 
cells  4-3  millions,  Hb.  68  per  cent.  The  patient  now  was  transfused 
with  f  pint  of  whole  blood,  when  the  vein  became  obstructed.  The 
Hb.  is  now  88  per  cent,  after  a  further  transfusion  of  red  cells  from  3 
pints  of  blood. 

Blood  proteins:  Total  protein  7-6  G./100  c.c.,  albumin  4-2  G./100 
c  c  ,  globulin  3-1  G./100  c.c.,  fibrinogen  0-3  G./100  c.c. 

Serum  bilirubin:  84  mg./ 100  c.c.;  7-0  mg./lOO  c.c.;  13  0  mg./ 100 


c.c.;  24  mg./lOO  c.c. 

Alkaline  phosphatase:  100  units  (King-Armstrong)/100  c.c.;  97 
units/100  c.c. ;  96  units/ 100  c.c.;  68  units/100  c.c.;  50  umts/100  c.c. 

Serum  cholesterol:  810  mg./lOO  c.c.  (cholesterol  esters  240  mg., 
free  cholesterol  570  mg./lOO  c.c.);  780  mg./lOO  c.c.;  540  mg./lOO  c.c.; 

630  mg./lOO  c.c./600  mg./lOO  c.c. 

Serum  calcium:  8-8  mg./lOO  c.c.  on  admission. 

Serum:  Clear.  Yellow.  iwni,t  fnt 

Fat  in  faces:  Total  fat  45-5  per  cent  dried  feces.  Unspl.t  lat 

8-0  per  cent,  split  fat  37-5  per  cent. 

Sedimentation  rate  of  red  cells  (Westergren) :  67mm./l  hr.,  60  mm, 

1  hr.-  64  mrn./l  hr.;  62  mm./l  hr.;  70  mm./l  hr.  ,  . 

Calcium  nitrogen  and  fat  absorption:  The  calcium  balance  and 
nitrogen  balance  "were  both  positive.  There  was  poor  fat  absorption, 

64  ner  cent  being  absorbed,  but  it  was  well  split. 

O  Thank  you.  You  will  see  there  was  a  severe  antenna  which 
reqmred  tremJent  by  transfusion,  and  the  alkaline  phosphatase, 
bihrubin,  cholesterol  and  sedimentation  rate  weie  all  h  g  _ 
you  have  all  the  evidence,  or  nearly  all,  what  do  you  think,  Dr.  P, 

thC  4"  1  tfmkXTaundL  began  with  an  attack  of  infective  hepatitis, 
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and  that  the  liver,  instead  of  recovering  as  it  usually  does,  has  developed 
cirrhotic  changes,  and  there  is  now  an  intrahepatic  biliary  obstruc¬ 


tion. 

Q.  That  certainly  would  appear  to  be  the  most  likely  diagnosis — 
post-infective  hepatitis  cirrhosis,  and  yet  it  is  not  so.  Such  cases 
have  been  described,  and  I  have  seen  them.  They  may  lead  to  oesopha¬ 
geal  varices  with  repeated  haematemeses  which  may  eventually  prove 
fatal.  As  I  said  earlier,  in  the  history,  a  portion  of  liver  was  removed 
at  the  exploratory  laparotomy,  and  we  have  received  the  report  on  it. 
It  showed  fibrosis  and  inflammatory  changes  of  the  bile  ducts,  with 
normal  liver  cells.  What  histological  changes  occur  in  the  liver  in 
infective  hepatitis? 

Ai  The  cells  around  the  central  vein  of  the  lobule  are  chiefly 
affected.  The  cells  of  the  liver  lobules  undergo  necrosis  and  autolysis, 
and  areas  of  rarefaction  may  be  seen  around  the  central  veins  as  the 
liver  cells  disappear.  There  may  also  be  proliferation  of  the  bile  ducts 
in  the  portal  tracts. 

Q.  Later,  in  some  cases,  there  are  areas  of  fibrosis  or  a  permanent 
cirrhosis.  The  changes  found  on  microscopical  examination  of  the 
liver  in  this  case  were  not  those  of  infective  hepatitis,  but  they  are 
compatible  with  a  diagnosis  of  biliary  cirrhosis.  What  do  you  mean 
by  biliary  cirrhosis  ? 


A.  1  think  there  is  a  lot  of  confusion  about  it. 

Q.  Yes.  It  was  easier  in  the  old  days  when  we  knew  less 
about  it.  We  then  talked  glibly  about  Hanot's  cirrhosis  and  Charcot’s 

cirrhosis,  and  that  was  good  enough.  What  was  meant  by  Hanot’s 
cirrhosis? 

A.  It  was  described  as  a  disease  of  young  people  but  some  denied 
1  s  existence.  There  is,  however,  probably  such  a  condition,  charac- 
terized  by  persistent  jaundice,  not  very  intense,  enlargement  of  the 
hver  and  periodical  attacks  of  fever.  The  disease  is  progressive  and 
usually  proves  fatal  in  about  six  years. 

Q.  And  what  about  Charcot’s  cirrhosis  ? 

is  the  difference  between  them  ?  "  ‘"to  primary  and  secondary.  What 

A.  Primary  biliary  cirrhosis  means  that  the  obstruction  is  within 
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the  liver,  secondary  biliary  cirrhosis  indicates  the  biliary  obstruction 
is  extrahepatic. 

Q.  I  have  a  paper  here  on  primary  biliary  cirrhosis.  Perhaps 
you  would  like  the  reference.  Dr.  W.  You  generally  appear  interested 
in  my  attempts  to  entertain  or  instruct  you.  Here  it  is:  E.  H.  Ahrens, 
M.  A.  Payne,  H.  G.  Krinkel,  W.  J.  Eisenmenger  and  S.  H.  Blondheim, 
Medicine ,  1950,  29,  299.  Apart  from  the  laparotomy  findings  what  are 


Fig.  47.  Elbows  showing  xanthoma  tuberosum. 


the  clinical  features  in  this  case  which  are  opposed  to  a  diagnosis  of 
extrahepatic  biliary  obstruction  ? 

A.  There  has  been  no  pain  suggestive  of  cholecystitis  or  of  biliary 


colic. 

Q.  Correct.  And  what  else? 

A.  There  have  been  no  rigors  and  only  one  feverish  attack,  and 
the  patient  has  not  found  that  fat  upsets  her,  although  the  doctors 
have  restricted  her  fat  intake. 

Q.  Did  you  ask  her  that? 

A  Yes. 

Q.  Are  you  suggesting  we  were  unwise  to  put  her  on  a  low  tat  diet  ? 
A.  I  do  not  think  that  the  ordinary  amount  of  fat  would  do  her 


any  harm.  .  ,  .  ,  ... 

Q.  Perhaps  you  have  overlooked  one  point  which  we  will  come 

back  to  Now,  Dr.  P.,  I  want  you  to  look  at  the  patient  again,  a  little 

more  carefully  if  you  please,  doctor,  than  you  did  before  and  perhaps 

you  will  notice  something  which  will  give  you  the  clue  to  the  diagnosi i  . 

Dr.  P.  looks  at  the  patient's  face,  the  front  of  the  arms,  the  backs 
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of  the  hands,  the  trunk  and  the  front  of  the  legs.  He  sits  the  patient 
up  and  looks  at  her  back. 

We  watch  him  as  he  looks  everywhere  except  where  he  should. 

O.  What  have  you  found  ? 

A.  Nothing  more,  I  am  afraid. 

Q.  That  is  because  you  have  not  looked  everywhere.  Ask  the 


Fig.  48. 


Hand  showing  xanthoma  planum. 


patient  to  bend  her  arms  and  look  at  the  back  of  the  elbows  What 
do  you  see?  ’  L 

A-  So1™-  llUle  nodules  or  papules  in  the  skin.  They  are  buff- 
coloured.  They  vary  in  size  from  about  1  mm.  to  about  *10  mm  in 
diameter  There  are  more  on  the  left  elbow  than  on  the  right 
{A  How  many  are  there?  ' 

A.  I  do  not  know.  I  have  not  counted  them 

elbow  andT4%?,h;erTghTtThbgUt47)OU8Ny  T'l  "V*  °"  ^  'eft 
hands.  &  (  h  g'  47)‘  Now  look  at  the  Palms  of  the 
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A.  There  are  some  buff-coloured  marks  on  the  creases  of  the 
fingers  and  some  yellowish-white  patches  on  the  palms.  The  marks 
are  more  obvious  on  the  distal  interphalangeal  creases,  where  they  are 
slightly  raised  and  about  2  mm.  wide.  On  the  palms  of  the  hands 
there  are  many  irregularly  shaped  whitish-yellow  areas  of  skin  (see 
Fig.  48). 

Q.  Now  look  at  her  eyelids — they  show  the  well  known  wash- 
leather  slightly  raised  patches.  As  you  did  look  at  the  flexures  of 
the  elbows  you  should  have  seen  a  similar  raised  elongated 
patch  about  1  -5  cm.  long  over  each  anticubital  vein,  at  the  site  of 
venepuncture.  It  is  curious  how  these  have  come  at  the  site  of  trauma. 

I  have  not  seen  this  described  before  and  it  may  account  for  the  papules 
occurring  on  the  elbows.  There  are  also  one  or  two  patches  you  have 
overlooked;  there  are  some  papules  at  the  back  of  the  neck,  at  sites 
where  she  has  been  scratching,  and  one  or  two  on  the  dorsum  of  each 
foot.  Perhaps  you  will  remember  when  I  was  reading  the  history  1 
told  you  that  when  I  examined  the  patient  five  months  ago  I  found 
something,  for  which  I  had  been  looking  before,  which  established  the 
diagnosis.  And  this  something  was  these  skin  lesions.  Now  Dr.  H., 
perhaps  you  will  tell  us  what  these  skin  lesions  are. 

A.  They  are  xanthomatous  lesions. 

Q.  Yes.  We  discussed  a  case  of  bony  xanthomatosis  in  a  man,  a 
year  or  so  ago  which  I  also  described  in  “  Applied  Medicine  The 
xanthomatous  lesions  are  characterized  by  the  presence  ot  laige 
foamy  degenerated  cells  which  contain  cholesterol.  As  I  said  before, 
Thannhauser  divides  xanthomatous  disorders  into  two  main  groups, 
hypercholesteraemic,  with  a  high  blood  cholesterol  content,  and 
normocholesteraemic,  with  a  normal  blood  cholesterol.  The  xanthoma¬ 
tosis  of  bone  which  I  showed  you  before,  belongs  to  the  latter  group. 
We  know  that  our  case  today  has  hypercholesteremia.  What  are  the 
lesions  on  the  eyelids  called.  Dr.  H.? 

A.  Xanthelasma  palpebrarum. 

Q.  Yes,  but  in  1835  they  were  described  by  Dr.  F.  P.  Rayer  as 
plaques  jaunatres  des  paupieres.  I  trust  you  can  understand  my  French, 
if  not  Dr.  W.  will  pronounce  it  for  you.  What  are  the  papular  lesions 

on  the  elbows  called  ? 

A.  Xanthoma  tuberosum.  , 

0  They  are  also  often  found  on  the  buttocks  and  on  the  backs 

and  sides  of  the  legs.  They  are  said  never  to  occur  in  the  axilla,  flexure 
of  knee  or  flexure  of  elbow,  but  as  you  see  in  our  patient  they  occu 
in  the  flexure  of  the  elbow  following  venepuncture.  What  are  the  lesions 

called  in  the  palms? 

q  You'maTormay  not  remember  that  when  xanthoma  planum 
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is  found  in  the  palms,  it  is  said  always  to  be  associated  with  liver  disease. 
Also  in  cases  of  xanthelasma  palpebrarum,  if  the  blood  cholesterol 
is  above  300  mg./lOO  c.c.  it  is  said  to  indicate  that  the  xanthomatous 
lesions  are  generalized.  Where  else  may  xanthomatous  lesions  occur 
on  the  surface  of  the  body? 

A.  On  the  tendons,  especially  on  the  tendo  Achillis  and  on  the 
backs  of  the  hands. 

Q.  We  know  now  that  this  patient  is  suffering  from  hyper- 
cholestenemic  xanthomatosis  with  jaundice,  so  there  can  be  no  doubt 
that  she  has  the  condition  known  as  xanthomatous  biliary  cirrhosis. 
I  have  been  looking  out  for  it  for  many  years — but  this,  I  think,  is  the 
first  time  that  I  have  diagnosed  it.  Dr.  S.,  do  you  know  when  this 
condition  was  first  described  and  by  whom? 

A.  I  believe  Addison  described  it  at  Guy’s. 

Q.  Yes,  that  is  right.  Addison  and  Gull  in  1851.  I  have  their 
paper  here,  in  the  New  Sydenham  Society  Edition  of  Addison’s  works, 
published  in  1868,  which  I  bought  in  the  Charing  Cross  Road  many 
years  ago,  when  I  was  medical  registrar  here.  I  will  tell  you  briefly 
what  they  say.  They  call  the  skin  lesions  vitiligoidea  plana  and  tuberosa. 
They  say  they  vary  in  size  from  a  pin’s  head  to  a  large  pea,  they  may 
be  isolated  or  confluent,  they  are  yellowish  with  an  irregular  outline. 
If  you  look  at  the  lesions  on  the  right  elbow  of  our  patient  you  will 
see  some  of  the  papules  are  confluent.  They  then  describe  the  case  of  a 
woman,  torty-two  years  of  age,  who  had  been  jaundiced  for  two  years 
wnh  much  pain  about  the  right  hypochondria.  “After  the  jaundice 
had  lasted  fourteen  months  a  change  began  in  the  integument,  about 
her  eyelids,  and  in  the  palms  of  the  hands  and  flexures  of  the  fingers 
The  skin  was  at  this  time  of  a  lemon  tint.  The  affection  of  the  eyelids 
consists  of  patches  of  a  light  opaque  colour,  with  the  surface  and  edges 
slightly  raised,  extending  from  the  middle  of  the  upper  lid  inwards 
around  the  inner  canthus,  and  then  outwards  along  the  lower  lid  to 
nearly  the  same  extent.  The  palms  of  the  hands  are  of  an  ohve  brown 
along  the  ridges  on  either  side  of  the  flexures,  both  of  the  palms  and 
ngers,  there  is  the  same  opaque  yellowish  discolouration.  The  morbid 
iange  is  situated  in  the  cutis,  which  is  rather  thickened  ■  i 

The  di£d  f°llV  y-s 'after  .hi 

Pi"  PH*  you^n^:  itt&SFjfZ  ,rh  a 

are,  more  sensitive  to  pin  prick  than  is  the  sT^  ^T°Ts 
A.  Yes. 

the  rases  described^hare  be'erfn^u'Tfe  ^l01"  ‘h'S  d'SeaSe'  A" 
aged  seven  years.  If  you  want  the  reference,  he'e  kTs “  F.  K^HerbertJ 
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Arch.  Dis.  Child.,  1943,  18,  41.  It  is  said  that  in  the  cases  previously 
described,  there  is  no  previous  history  of  hepatitis.  If  this  is  so  our 
case  appears  to  be  an  exception,  for  there  seems  little  doubt  that  she 
had  an  attack  of  infective  hepatitis  eleven  years  ago,  which  cleared  up 
completely.  Thannhauser  drew  attention  to  a  small  group  of  patients 
suffering  from  primary  biliary  obstruction,  who  developed  xanthoma¬ 
tosis.  To  this  group  our  case  clearly  belongs.  He  called  the  condition 
xanthomatous  pericholangiolitic  biliary  cirrhosis.  S.  J.  Thannhauser, 
in  the  first  edition  of  his  book  “  Lipidoses,”  published  in  1940,  con¬ 
sidered  the  liver  changes  were  due  to  xanthomatous  involvement  and 
partial  obstruction  of  the  large  bile  ducts,  but  subsequent  autopsies 
have  shown  that  there  may  be  no  changes  in  the  larger  bile  ducts. 
The  bile  stasis  may  only  occur  in  the  interlobular  bile  capillaries  and 
in  the  liver  cells.  In  the  second  edition  of  his  book,  published  in  1950, 
Thannhauser  therefore  considers  the  condition  is  a  primary  liver 
disorder  with  secondary  skin  lesions,  atheroma  of  arteries  and  some¬ 
times  atheromatous  changes  in  the  bile  ducts.  There  is  no  other 
condition  in  which  the  cholesterol  and  lecithin  reach  such  high 
values,  and  it  is  suggested  that  the  cholesterol  and  lecithin  are  syn¬ 
thesized  in  excess  in  the  liver  cells.  It  has  therefore  an  endogenous 
and  not  an  exogenous  source.  For  instance  with  complete  biliary 
obstruction  of  the  common  duct,  the  serum  cholesterol  and  lecithin 
do  not  rise  to  more  than  two  to  four  times  the  normal,  and  skin 
xanthomata  are  rare.  In  xanthomatous  biliary  cirrhosis  the  cholesterol 
and  lecithin  figures  may  be  considerably  higher. 

Now  Dr.  S.,  what  essential  features  must  be  present  before  a 

diagnosis  of  xanthomatous  biliary  cirrhosis  is  made? 

A.  The  jaundice  varies  periodically  in  intensity. 

O.  Yes,  that  is  so  in  our  case. 

A.  The  liver  and  spleen  are  enlarged,  firm,  smooth  and  there  is 


no  ascites. 

Q.  The  spleen  is  not  enlarged  in  our  case. 

A.  Xanthoma,  planum  and  tuberosum,  are  present. 

O  Yes  What  about  the  blood  changes? 

: i  There  is  anremia  and  a  tendency  to  internal  hemorrhages. 

5:  °C  Sir SZS  »“«■ 


tive  type. 

Q.  That  is  so  in  our  case. 

A.  The  serum  cholesterol  may  reach 


1,200  mg./ 100  c.c.  or 


more. 


D  In  our  case  the  highest  reading  has  been  1,150  mg./ 100  c.c. 

The  cholesterol  esters  are  said  to  be  ^^/"^^'/afher  lower 
70  or  80  per  cent ;  in  our  case  these  were  only  30  per  cent,  ra 
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than  the  normal,  which  is  about  50  per  cent.  They  were  only  estimated 
once. 


A.  The  serum  lipids  are  increased. 

Q.  In  our  case  the  reading  was  1,800  mg./ 100  c.c.,  more  than 
twice  the  maximum  normal  of  820  mg./ 100  c.c. 

A.  The  serum  is  transparent,  and  not  creamy,  because  the  neutral 
fat  content  is  low  or  normal. 

Q.  That  is  so  in  our  case.  It  is  important  as  excluding  other 
cases  of  hepatosplenomegaly  with  hyperlipiemia  and  secondary 
xanthomatosis.  In  these  cases  there  is  no  jaundice,  the  serum  is 
milky  and  the  skin  xanthomata  may  disappear.  Any  other  point  you 
would  like  to  make  ? 


A.  The  liver  function  tests,  apart  from  the  bilirubin  test,  are 
usually  normal. 

Q.  What  is  the  prognosis  ? 

A.  It  is  very  bad,  the  patient  may  die  from  haemorrhage,  from 

cholaemia,  or  from  coronary  thrombosis  due  to  atheroma  of  the  coro¬ 
nary  arteries. 

Q.  What  treatment  would  you  advise? 

A.  The  blood  cholesterol  may  be  lowered  a  little  by  giving  a 
low  cholesterol  diet.  6 

Q.  What  do  you  mean  by  a  low  cholesterol  diet? 

A.  Animal  cholesterol  is  absorbed  from  the  intestine,  and  so  the 
patient  must  take  no  meat,  no  egg  yolk,  no  butter,  no  cheese,  no  cream 
no  fatty  fish,  no  lard,  no  suet  and  no  ice  cream. 

Q.  And  what  foods  are  allowed  ? 

A.  Fruit,  vegetables,  rice,  macaroni,  spaghetti  cereals  iam 
sugar,  bread  biscuits,  olive  oil,  margarine,  white  fish  condiments’ 
k™med  milk,  etc.  as  plan,  sterols  are  no,  absorbed  from’, he TnteS 

weigh,;  she  also  "°j  £eit  and  los‘ 

protein,  low  fat  die,.  Wha,  would  you  do  for  the  hching"  “  8 

is  badly  da0maUgredyann0d'inYanv  c!r '/h  «iv,^  barbiturates  if  the  liver 

What  else  would  you  do?  6  "ou  d  not  relleve  the  itching. 

Q.  Wha  dseC?lamine  “  3  C°a'  tar  l0ti0n- 

Q.  Howaret;Laynpunttluh;S?mine ^ SUCh as  Antisa"  or  Histantin. 

i  in  mg- 5otab,ets- 

wh,c,h  h  • what  ‘s  ;^e  is  one  drug 
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Q.  It  not  only  would  be,  but  it  is.  Tablets  of  methyl  testosterone, 
mg.  25,  chewed  before  swallowing,  one  three  times  a  day,  have  given 
great  relief.  Care  must  be  taken  in  the  case  of  women.  Overdosage 
may  cause  hairiness  on  the  face  and  lowering  of  the  tone  of  the  voice. 
It  is  wise  not  to  give  the  tablets  for  longer  than  a  week  at  a  time. 
What  would  you  do  for  the  osteoporosis? 

A.  I  should  inject  intramuscularly  calciferol,  150,000  units  daily, 
and  give  calcium  lactate  by  mouth,  gr.  30  t.i.d. 

Q.  Is  there  any  danger  in  giving  too  much  calciferol? 

A.  Yes,  it  may  cause  hypercalcemia  and  so  frequent  blood 
calcium  estimations  should  be  made. 

Q.  What  are  the  dangers  of  hypercalcemia? 

A.  It  may  lead  to  mental  deterioration,  renal  failure,  calcification 
of  the  cerebral  arteries  and  cataract. 

Q.  You  should  not  wait  for  those.  What  are  the  early  symptoms  ? 
A.  Headache,  I  think,  and  nausea  or  vomiting. 

Q.  Loss  of  appetite  is  also  an  early  symptom.  And  what  about 
the  lipotropic  substances  choline  and  methionine? 

A.  They  are  probably  not  much  good  as  the  patient  has  not  a 

fatty  liver.  . 

Q.  The  patient  has  also  been  taking  large  doses  of  vitamin  B,  and 

Sorlate  3  G.  t.i.d.  to  aid  fat  absorption  from  the  intestines. 


The  patient  left  hospital  at  the  end  of  May  1953,  and  was  admitted 
to  hospital  here  again  for  the  third  time  at  the  end  of  July  1953  as  an 
emergency  on  account  of  melama.  The  gums  were  bleeding  on  admis¬ 
sion,  and  shortly  after  coming  into  the  hospital  she  vomited  halt  a  pin 
of  black  fluid  containing  blood  clots.  The  Wood  count  was  Red ce 
1-4  millions  per  c.mm.,  Hb.  27  per  cent,  C  I.  0-9  White  cells  10’™ 
per  c.mm.  The  prothrombin  time  was  prolonged  to  54  seconds,  the 

control  time  being  1 5  seconds.  ,  . 

A  transfusion  of  4  pints  of  blood  was  given  with  much  improvement 

the  Hb  reaching  55  per  cent,  and  the  prothrombin  time  being  restored 

o  normal  Vitfmin  K  was  also  administered  intramuscularly  in  doses 

r  on  on  alternate  days  In  addition  calcium  gluconate,  10  c.c.  o 

^  ,0  pe  cent "  ,  wa's  injected  intravenously,  and  calcium  lactate 
a  10  per  cent  somuu  ,  j  d  transfuslon  of  3  pints 

oesophageal  varices,  and  the  bleeding  was  presumably  due  to  hypo 

prothrombinemia.  che  then  felt  rather 

I  saw  the  patient  again  three  mortths  later ^  She  then^^  ^ 

better  and  was  no  longer  wearing  her  spinal  co  . 
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walk  a  mile  a  day,  and  was  able  to  bath  herself  and  to  lie  down  in  the 
bath.  The  skin  was  deeply  jaundiced,  but  the  urine  was  not  quite  so 
dark,  although  bilirubin  was  present  in  considerable  amounts.  The 
weight  was  now  7  st.  2  lb.  (clothed).  The  superficial  xanthomatous 
lesions  remained  unchanged. 


A  CASE  OF  GLUTEAL  HEMORRHAGE 


This  patient  has  a  somewhat  unusual  history,  which  I  will  relate 
to  you.  He  is  a  married  man,  sixty-five  years  of  age,  and  a  butcher. 
During  the  last  week  in  November  1952  he  attended  the  out-patient 
department  at  this  hospital  on  account  of  pain  and  swelling  in  the  right 
temporo-mandibular  region  of  one  day’s  duration.  There  was  no 
facial  paralysis,  but  he  could  not  open  the  jaw  fully.  No  diagnosis  was 
made  and  he  was  sent  away  with  some  codein  tablets.  Three  days 
later  he  came  again  and  was  seen  by  another  casualty  officer  who 
diagnosed  parotitis,  and  injections  of  penicillin  and  streptomycin  were 
ordered.  These  two  antibiotics  were  injected  together  into  the  left 
buttock,  and  five  daily  injections  were  given,  all  of  them  on  the  same 
side.  The  last  injection  was  particularly  painful  and  the  patient  said 
that  the  nurse  inserted  the  needle  down  to  the  bone.  Being  a  butcher 
he  was  familiar  with  the  landmarks!  Two  days  later,  while  standing 
at  his  chopping  block  drinking  a  cup  of  tea,  he  was  suddenly  seized 
with  pain  in  the  left  buttock  which  shot  down  the  leg  to  the  ankle. 
The  pain  was  so  severe  that  he  dropped  his  cup  of  tea,  and  he  felt  and 
saw  a  swelling  in  the  gluteal  region,  which  rapidly  increased  in  size. 
The  pain  was  very  intense,  so  much  so  that  he  could  not  walk,  and  he 
was  brought  to  hospital  on  the  same  day,  December  4th.  The  patient 
was  now  examined  by  a  third  casualty  officer  who  found  a  hard, 
tender  and  warm  swelling,  about  the  size  of  two  oranges  on  the  outer 
side  of  the  hip,  above  the  great  trochanter.  All  passive  movements 
of  the  left  hip  were  very  painful,  and  abduction  of  the  right  hip  caused 
pain  in  the  left  hip.  A  possible  diagnosis  of  spontaneous  fracture  of 
the  neck  of  the  femur  was  made,  and  the  patient  was  admitted  to  a 


surgical  ward.  .  .  ,  ,  . 

We  read  in  the  surgical  notes:  “There  is  an  abscess  situated  in 

the  lateral  and  posterior  part  of  the  left  thigh  and  buttock,  6  in.  by  4  in. 
It  is  very  tender  and  fluctuates.  There  is  no  inflammation  over  the 
area.”  A  mass  was  felt  in  the  left  subcostal  region,  the  nature  ol 
which  was  uncertain,  but  it  was  thought  that  it  might  be  a  neoplasm 
in  the  kidney  or  splenic  flexure.  The  temperature  was  slightly  raised, 
to  iust  over  99°  F.  in  the  evening.  No  enlarged  glands  were  palpable. 
X-ray  examination  of  the  left  hip  showed  no  fracture  and  nothing 
abnormal  was  seen.  The  blood  count  was  Red  cells  6-5  ntdhons  p 
c.mm.,  Hb.  Ill  per  cent,  Platelets  1-5  millions  Pe^  ^htte  “11s 

24,400  per  c.mm.,  polymorphs.  74  per  cent,  lymphocytes  P  • 
monocytes  4  per  cent,  eosinophils  5  per  cent,  basophils  3  per  cent. 
So  nucleated  fed  cells.  The  “  a bscess  ”  was  treated  daily  by  short  wave 
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therapy.  On  December  10th,  as  there  was  no  apparent  improvement, 
a  general  anesthetic  was  given  and  the  “  abscess  ”  was  opened.  No 
pus  was  found,  but  a  considerable  amount  of  blood  clot  was  evacuated 
from  between  the  gluteal  muscles.  Two  thin  rubber  drains  were 
inserted.  Examination  of  the  abdomen  while  the  patient  was  under 
the  anaesthetic  indicated  that  the  left  subcostal  swelling  was  an  enlarged 
spleen.  It  did  not  extend  as  far  down  as  the  umbilicus  and  its  surface 
was  irregular.  After  the  operation  there  was  considerable  bleeding 
into  and  from  the  area  drained,  and  on  December  12th  a  transfusion 
was  given  of  two  pints  of  whole  blood.  The  liver  was  now  felt  on 
inspiration,  about  f  in.  below  the  right  costal  margin.  There  was 
further  bleeding  during  the  next  week,  and  on  December  14th  a  small 
vessel  was  ligatured  in  the  posterior  part  of  the  wound.  The  patient 
was  now  showing  clinical  evidence  of  anaemia.  On  December  12th 
the  blood  count  was  Red  cells  4-4  millions  per  c.mm.,  Hb.  77  per  cent, 
Platelets  3  millions  per  c.mm..  White  cells  22,000  per  c.mm.,  poly¬ 
morphs.  70  per  cent,  lymphocytes  10  per  cent,  monocytes  2  per  cent, 
eosinophils  13  per  cent,  metamyelocytes  5  per  cent,  myelocytes  2  per 
cent.  By  December  16th  the  Hb.  had  fallen  to  45  per  cent  and  five  pints 
of  blood  were  transfused  on  December  19th  and  20th,  with  a  conse¬ 
quent  rise  of  haemoglobin  to  75  per  cent.  The  operation  wound  failed 
to  heal  and  discharged  a  thin  sanious  fluid,  which,  on  culture,  grew 
B.  proteus  and  staphylococcus  pyogenes.  Both  organisms  were 
sentitive  to  chloramphenicol.  Early  in  January  I  was  asked  to  see  the 
patient,  and  on  January  17th,  thirteen  days  ago,  he  was  transferred 
to  our  ward. 

Now  Dr.  S.  will  you  examine  the  patient  and  tell  us  what  you  find. 


*  *  *  sf:  sf: 


* 


Q.  What  about  the  family  history? 

A.  His  mother  died  of  cancer,  aged  seventy-two.  His  father  was 

killed  in  an  accident.  Two  brothers  died  of  cancer  and  one  sister  of  a 
stroke. 


Q.  What  is  his  past  history? 

A.  He  had  nasal  polypi  removed  several  years  ago.  He  has  also 
had  an  operation  for  piles.  In  the  1914-1918  war  he  had  a  mild  attack 
of  dysentery,  and  in  1944  his  appendix  was  removed.  During  the  last 
three  years  he  has  suffered  from  indigestion,  and  he  has  taken  between 

relieHVomThe  ^  $°diUm  "^h0"316  ^  W£ek  obtai" 

Q.  What  do  you  find  now? 

8  a'l  lh  6  iSHVery  pa!e  anduthin-  He  is  5  ft'  5  in'  in  height  and  weighs 
8  st.  2  lb.  His  usual  weight  is  about  1 1  st.  I  can  feel  no  enlarged 

glands,  except  a  few  small  shotty  ones  in  the  axilla:  and  groins.  The 
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heart  is  not  enlarged  and  there  are  no  murmurs.  The  brachial  arteries 
are  a  little  thickened.  The  blood  pressure  is  150/60  mm.  Hg.  The 
lungs  show  signs  of  chronic  bronchitis.  The  liver  is  just  palpable  on 
deep  inspiration,  and  the  spleen  is  enlarged  to  the  level  of  the  umbilicus. 

Q.  The  spleen  is  larger  now  than  when  he  was  admitted  to  the 
surgical  ward.  Did  you  find  anything  else? 

A.  The  urine  is  clear,  and  contains  no  albumin,  no  sugar  and  no 
blood. 

Q.  Did  you  look  at  the  wound  in  the  buttock? 

A.  No. 

Q.  Has  he  any  pain? 

A.  He  says  that  he  has  very  severe  pain  in  the  buttock,  extending 
down  the  thigh  and  leg  to  the  heel  whenever  a  fresh  bleeding  occurs 
in  the  buttock.  He  can  always  tell  when  the  bleeding  takes  place 
because  the  buttock  and  thigh  swell,  and  the  pain  comes  on  quite 
suddenly. 

Q.  Did  you  see  any  bruises  or  petechia? 

A.  No. 

Q.  What  do  you  think  is  the  matter  with  him? 

A.  A  bleeding  tendency. 

Q.  What  do  you  mean  by  that,  haemophilia? 

A.  No.  I  do  not  think  so.  There  is  no  history  of  undue  bleeding 

at  his  previous  operations. 

O.  What  do  you  mean  then? 

A.  He  might  have  purpura. 


Q.  It  is  a  very  unusual  way  for  acute  purpura  to  start.  The 
bleeding  in  acute  purpura  is  usually  into  the  skin  or  mucous  mem¬ 
branes,  or  in  the  urine,  or  from  the  genital  tract,  or  from  the  stomach 
or  intestine.  What  else  might  the  bleeding  tendency  be  due  to? 

A.  Scurvy. 

O  In  scurvy  the  bleeding  is  usually  from  the  gums,  but  it  is  true 
it  may  occur  in  the  limbs,  usually  subperiosteally.  There  is  no  bleeding 
from  the  gums  here,  and  there  is  no  history  of  dietary  deficiency  which 
might  cause  scurvy.  What  are  his  teeth  like? 

A.  I  don’t  know. 

O.  Well  look  at  them. 

A.  He  has  only  his  lower  central  teeth  and  they  are  very  dirty 


and  decayed 


Q  Who  first  described  scurvy  in  sailors?  Oh,  surely  someone 


knows!  Dr.  W.,  who  was  it? 


scut 

175.. 
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of  fresh  vegetables  and  greens.  He  gave  a  good  clinical  account  of  the 
disease.  According  to  his  account  the  first  sign  was  a  pale  and  bloated 
complexion,  followed  by  a  listlessness  and  aversion  to  any  sort  of 
exercise.  The  knees  are  stiff  and  feeble,  and  there  is  breathlessness  on 
exertion.  Soon  the  gums  become  itchy,  swell  and  bleed  upon  the 
gentlest  friction.  They  are  red,  soft  and  spongy.  The  skin  is  dry,  and 
contains  red,  blue  or  black  spots  from  haemorrhages,  and  later  there 
is  oedema  of  the  legs.  Jacques  Cartier  in  1534,  a  French  navigator, 
described  scurvy  on  his  voyage  of  exploration  to  Newfoundland,  and 
related  how  it  could  be  cured  by  an  infusion  of  the  bark  and  leaves  of 
the  Ameda  tree.  Scurvy  was  perhaps  first  described  in  the  middle 
ages,  and  occurred  amongst  the  Crusaders  in  the  13th  century.  What 
else  might  give  rise  to  a  bleeding  tendency? 

A.  Leukaemia,  liver  damage,  jaundice  or  fibropenia. 

Q.  What  is  the  bleeding  tendency  due  to  in  these  various  condi¬ 


tions? 

A.  In  scurvy  it  is  due  to  lack  of  vitamin  C,  in  leukaemia  it  is  possibly 
due  to  a  low  platelet  content  in  the  blood. 

Q.  Yes,  the  platelets  are  usually  low  in  acute  leukaemia,  probably 
owing  to  megakaryocyte  aplasia  in  the  bone  marrow.  In  chronic 
leukaemia  the  platelets  may  be  above  normal.  It  has  been  suggested 
that  bleeding  is  then  due  to  absorption  of  material  from  the  necrotic 
leukaemic  lesions.  What  is  the  cause  of  bleeding  in  purpura? 

A  In  some  varieties  it  is  due  to  a  low  platelet  content  of  the 

fr°°5t  111  others  ‘he  Platelet  count  is  normal,  but  there  is  increased 
fragility  of  the  capillaries. 


Q.  How  do  you  test  for  capillary  fragility? 

A.  The  arm  above  the  elbow  is  compressed  by  the  cuff  of  a 
sp  ygmomanometer,  the  pressure  being  kept  for  15  minutes  half 

th^foreaTl'  a6  ^  ““  d|?St0,ic  ^  A  circle  is marked on 

bendTthe  dbow,nThametff'  '  UPper  margin  bein«  2  in'  below  the 
nena  01  the  elbow.  The  cuff  is  removed  at  the  end  of  the  15  minutes 

Q.  What  is  this  test  called? 

A.  The  Hess  test. 

,  Yes; .  lt  1S  also  known  as  the  Rumoel-Leede  wt  Tt 
normal  in  this  case-  onlv  6  ,  u  Leede  test-  It  was 

philia  ?  ’  'y  6  Sp°ts  aPPeared-  And  what  about  hsmo- 


Theloaju'lation^mf  onh^bloodtlT^  °f  f'aSma  thr°mboplastin. 
Q •  What  1S  the  source  of  thromboplastin  ? 
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A.  The  platelets. 

Q.  Yes,  it  has  been  suggested  they  are  unusually  stable  and  do 
not  disintegrate  to  liberate  thromboplastin.  This  view  is  not  universally 
accepted,  some  believe  the  primary  abnormality  is  not  one  of  the 
platelets,  but  that  the  blood  does  not  clot  in  haemophilia  because  of  a 
lack  of  plasma  thromboplastin  which  normally  converts  prothrombin 
in  the  presence  of  calcium.  Quick  believes  that  thromboplastin  is 
present  in  normal  blood  in  an  inactive  form,  thromboplastinogen,  and 
when  the  platelets  disintegrate  they  yield  some  substance  which  con¬ 
verts  thromboplastinogen  into  thromboplastin.  In  haemophilia  blood 
thromboplastinogen  is  lacking.  A  third  theory  is  that  the  delayed 
clotting  in  haemophilia  is  due  to  an  excess  of  antithrombokinase.  Why 
is  the  bleeding  time  normal  ? 

A.  In  the  bleeding  time  test,  a  small  prick  is  made  with  a  sharp 
needle.  There  are  plenty  of  platelets  to  seal  over  the  prick  wound, 
and  there  is  some  tissue  thromboplastin  available,  and  the  capillaries 
which  are  injured  contract  and  so  the  bleeding  quickly  ceases. 

Q.  What  is  the  cause  of  bleeding  in  liver  damage  and  jaundice  ? 

A.  Lack  of  vitamin  K  which  causes  deficiency  of  prothrombin  in 


the  blood. 

Q.  And  what  about  fibropenia? 

A,  The  fibrinogen  is  absent  from  the  blood  or  only  piesent  in 
very  small  amounts. 

Q.  What  is  the  normal  amount  of  fibrinogen  in  serum? 

A.  About  0-22  G./100  c.c. 

Q.  There  are  two  varieties  of  fibropenia,  congenital  and  acquired. 
The  acquired  variety  may  be  met  with  in  carcinoma,  and  sometimes  in 
pregnancy,  biliary  cirrhosis  or  in  scarlet  fever.  There  is  one  other 
cause  of  the  bleeding  tendency  which  you  have  not  mentioned  and 
which  may  be  of  importance  here.  What  do  you  think,  Dr.  C.,  mig 

be  the  cause  of  the  bleeding  in  this  case  ?  .  .  , 

A  He  might  have  an  aleukaemic  leukaemia,  as  the  spleen  is  enlarg 
O  In  aleukaemic  leukaemia  the  white  cell  count  is  not  usually 
above  normal.  In  this  case  the  white  cells  number  24,400  per  c.mm. 
How  would  you  find  out  whether  a  patient  has  aleukaemic  ‘  _ 

A.  By  an  examination  of  the  bone  marrow.  It  would  show  a 

excess  of  immature  white  cells. 

Q.  A  sternal  puncture  has  been  done,  but  it  did  no 

evidence  of  leukaemia.  What  was  the  most  striking  abnorma  1  y 

blood  counts?  1 

A.  The  blood  platelets  were  considerably  above  norm! i . 

Q.  Yes,  they  were  1  -5  to  3  millions  per  c.mm.,  about  6  to  12 

the  normal.  Does  this  suggest  anything  ?  ,  marrow. 

A .  There  may  be  an  excess  of  megakaryocytes  in  the 
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Q.  Is  there  anything  else  you  would  like  to  know  about  the 
patient? 

A.  I  should  like  to  know  what  has  happened  to  him  since  he 
has  been  in  the  medical  ward  and  whether  any  more  blood  counts 
have  been  made,  and  what  the  bone  marrow  showed. 

Q.  All  right,  we  will  ask  the  house  physician  to  tell  us. 

A.  The  H.P.  says:  The  liver  was  palpable  when  the  patient  was 
transtei ied  to  us  on  January  17th,  and  the  spleen  was  larger,  reaching 
now  to  the  level  of  the  navel.  It  was  firm  and  nodular.  A  few  small 
shotty  glands  were  palpable  in  the  axilla?  and  groins  but  the  patient  was 
very  thin  and  I  did  not  think  they  were  pathological.  The  blood 
pressure  was  150/60  mm.  Hg.  The  urine  contained  no  albumin,  no 
sugar  and  no  blood.  There  were  no  petechia?  in  the  skin  and  no  bruises. 
Fresh  ha?morrhages  occurred  from  time  to  time  into  the  gluteal  muscles 
on  the  left  side,  and  on  each  occasion  there  was  a  very  severe  pain  in 

t  ie  leg.  The  patient  was  very  pale  and  appeared  desperately  ill.  On 

January  18th  the  blood  count  was  Red  cells  2-5  millions  per  c  mm 
Hb.  44  per  cent,  Platelets  1  -75  millions  per  c.mm.,  White  cells  23  300 
per  c.mm.,  polymorphs.  86  per  cent,  lymphocytes  9  per  cent,  monocytes 
4  per  cent,  eosinophils  I  per  cent.  During  the  next  few  days  some 

protein  sTg  /Ton  proteins  were  normal,  total 

p  °t“"  5  5  Gh/100  c.c.,  albumin  3  G./100c.c.,  globulin  2-1  G  /100  c  c 

aitd  fibnnogen  0-36  G./100  c.c.  The  prothrombin  time  was  ponged 

blood  count  now  is  Red  cells  rmii.v*  P  mS  °‘  b  00cP  The 

Platelet*  1  1  b  milll0ns  per  c.mm.,  Hb.  47  ner  cent 

morphs.  93  per  cen^ lymph^cytes^er  "cent  ^  P°ly' 

rrsisr 2  -  k-j 

th,sCcaseTa'lk  y0U'  Dr  E'  Now  Dr-  K.,  what  are  your  views  about 

i  r  due/° ,he  bieed'^ 

noticeable  feature  about  the  blood  la^e  Sai(^  most 

and  in  two  counts  there  were ' ^omeTr  *“>  CXCeSS  °f  Bla,el«s. 
myelocytes  and  myelocytes  What  "lln|lature  white  cells,  meta- 
from  ?  0cy,es-  What  d0  you  think  he  might  be  suffering 

O  W„T  ™eSakary°cytic  blood  condition 
Q-  We  had  a  patient  in  the  ward  .  r 

tne  ward  a  few  years  ago  whom  we  diag- 
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nosed  as  suffering  from  aleukemic  megakaryocytic  myelosis.  What 
do  you  know  about  this? 

A.  Very  little,  I  am  afraid. 

Q.  Well  some  people  do  not  think  it  exists  as  a  special  entity. 
Aleukemic  megakaryocytic  myelosis  was  described  in  1934,  it  has 
also  been  called  chronic  non-leuksemic  myelosis,  or  myeloid  mega¬ 
karyocytic  hepato-splenomegaly.  What  further  investigations  do  you 
want  to  decide  whether  this  patient  has  an  aleukemic  myelosis? 

A.  An  examination  of  the  bone  marrow. 

Q.  This  will  show  whether  there  is  a  condition  of  leukaemia  present. 
The  excess  of  white  cells  in  the  blood  is  opposed  to  a  diagnosis  ot 
aleukaemia.  There  is  one  other  point,  in  all  conditions  of  myelosis  or  of 
myelosclerosis  the  peripheral  blood  shows  a  leuco-erythroblastic 
anaemia.  What  are  the  characteristics  of  leuco-erythroblastic  anaemia  ? 

A.  The  white  cells  are  increased,  with  some  immature  white 
cells  present,  and  nucleated  red  cells  are  also  seen,  usually  in  amounts 
up  to  20  or  40  per  100  white  cells.  There  are  no  nucleated  red  cells 

present  here. 

Q.  This  is  very  opposed  to  a  diagnosis  of  myelosis.  A  sternal 
puncture  has  been  done  and  this  is  the  result. 


RED  BONE  MARROW  EXAMINATION 

TOTAL  NUCLEATED  CELL  COUNT  (20,000-100,000)  75,000 
MYELOID/ERYTHROID  RATIO  (2  :  1-8  :  1)  2-5  :  1 


H/EMOCYTOBLAST  (0-1) 
PROERYTHROBLAST  (0-4) 
EARLY  NORMOBLAST  (0-2) 
INTERMEDIATE  „  (4-15) 

LATE  ”Aot7“19) 

EARLY  MEGALOBLAST 
INTERMEDIATE 
LATE 

MEGAKARYOCYTE 

PROMEGAKARYOCYTE 

MEGAKARYOBLAST 


-% 

0-7% 
3-3% 
7-4% 
14  % 

-% 


2  % 
0-7% 
0-6% 


MYELOBLAST  (0-2-5) 
PREMYELOCYTE  (-5-5) 
MYELOCYTE  (2-9) 
METAMYELOCYTE  (2-5-14-5) 
POLYMORPHONUCLEAR 

(20-55) 

EOSINOPHIL 
LYMPHOBLAST 
LYMPHOCYTE  (5-20) 
MONOCYTE  (0-5) 

PLASMA  CELL  (0-1) 


c.mm. 


2  % 

6-3% 

12*6% 

10-7% 

25-7% 
6  % 
-  % 
5-3% 
2  % 
0-7% 


ratThere°is  lotidence  of  leukemia.  The  megakaryocytes  and 

their  precursors  are  incr^sed^  ^  ^  ^  ^  to  consist 

in  the  increase  of  the  megakaryocytic  series  in  the  bone  marrow,  the 
excess  of  platelets  in  the  blood  and  the  hsmorrhag^  T1  ^  ,f 

£&=  £f  i-sKSS  s=i  fcfrstv: 
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(see  Fig.  50).  Under  what  conditions  does  an  excess  of  platelets  occur 
in  the  blood  ? 

A.  In  polycythemia  vera  and  sometimes  in  chronic  myeloid 
leukemia. 

Q.  What  else? 

A.  There  is  usually  an  increase  in  the  blood  after  splenectomy. 

Q.  Yes.  An  increase  may  occur  temporarily  after  any  operation, 


Fig.  49. 


Blood  film  showing  excess  of  platelets. 


alter  childbirth,  after  hemorrhage  and  occasionally  in  pneumonia 
Do  you  know  any  other  causes  ? 

tuberculosis°mb°C^tOSiS  ^  been  deSCribed  in  ehronic  Pul™nary 
Q .  Yes,  and  in  rheumatic  fever  and  Hodgkin's  disease.  There 

In  h1eH°the.r  rare'  but  PerhaPs  important  condition,  which  is  thought 
to  be  due  to  a  primary  bone  marrow  disease,  the  bone  marrow  pro- 

ucmg  an  excess  of  platelets,  comparable  with  a  leuksmic  condition 
Does  anyone  know  what  it  is  called  Dr  w  j 

always  know  the  answers?  ’  ^  d°  y0U  Say'  you 

A.  Haemolytic  thrombocythaemia. 

Q.  There,  I  said  so !  What  do  you  know  about  it  ? 

audio  po,0ycyVth*:irvheraIt.,iSsor1,°Uf '  *?  *  Wry  S™ilar  t0  kutemia 
in  Which  the  megakaryocytes  are  d'SeaSC  °f  ‘he  "iarrow 
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Q.  There  is  a  good  review  of  the  subject  by  O.  Mortensen  in  the 
Acta  Medica  Scandinavica.  If  any  of  you  want  to  look  it  up  the 
reference  is  1948,  129,  547.  Mortensen  says  that  the  essential  features 
of  the  disease  are  a  permanently  increased  number  of  thrombocytes  in 
the  blood,  haemorrhages,  an  increase  in  the  number  of  megakaryocytes 
in  the  bone  marrow,  neutrophil  leucocytosis  in  the  blood,  in  some  cases 
with  eosinophilia,  enlargement  of  the  spleen  and  a  few  immature 
white  and  red  cells  in  the  blood.  The  bleeding  time  is  usually  prolonged. 

In  our  case  all  these  features  were  present,  except  for  immature 


Fig.  50.  Oxalated  blood,  after 
standing  for  twenty-four 
hours.  Tube  on  left  shows 
layer  of  platelets  with  some 
white  cells  below.  Tube  on 
right  is  normal  blood,  show¬ 
ing  thin  layer  of  platelets  and 
white  cells. 


red  cells  in  the  blood  and  a  prolonged  bleeding  time.  Further,  there 
was  no  history  of  previous  hemorrhages  and  the  only  hemorrhage  was 
in  the  gluteal region  where  the  injections  had  been  given.  Sorense 
savs  that  in  about  half  the  cases  there  is  gastro-duodemtis  with  hemor¬ 
rhage.  In  this  case  the  symptoms  pointed  to  a  gastric :  ulcer  bu 

"'The  hematologist  who  reported  on  the  blood  and  bone  marrow 
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examinations  in  this  case  wrote:  “  I  think  that  the  descriptive  diagnosis 
of  hemorrhagic  thrombocythemia  is  the  best  at  present.”  I  have 
asked  the  radiotherapist  to  see  if  he  thinks  deep  X-ray  treatment  is 
advisable. 

There  are  certain  strange  features  about  this  case  which  you  must 
have  noted.  What  was  the  nature  of  the  swelling  in  the  parotid  region  ? 
Was  it  due  to  a  haemorrhage?  Did  the  intramuscular  injections  act  as 
the  exciting  cause  of  the  gluteal  hemorrhage?  If  so,  was  it  because  an 
artery  was  injured?  Did  the  spleen  enlarge  rapidly?  And  if  so,  why? 
Would  the  disease  have  shown  itself  by  now  if  the  patient  had  not  been 
oidered  the  injections?  These  and  other  questions  may  or  may  not 
be  solved  later. 


The  patient  was  transferred  to  the  radiotherapy  ward,  but  died 
after  a  few  treatments,  developing  a  terminal  bronchopneumonia. 

I  he  post-mortem  examination  showed  that  the  site  of  the  hsmor- 
riage  was  a  cavity  6  in.  in  its  greatest  diameter,  and  containing  9  oz 
of  infected  blood  clot.  The  floor  of  the  cavity  was  formed  bv  the 
g  uteus  minimus  and  pyriformis  muscles,  and  the  roof  by  the  gluteus 
medius  and  a  portion  of  the  gluteus  maximus.  The  sciatfc  nerve  whh 

z  tvtara.*:  s  srdS  r 

srst  s.rriisrs  -L; “ "" 

tissue  and  necrotic  muscle  fibre"  tv  ^  xeiy  vascu^ar  granulation 
tory  cells  in  he  p  ™  raT  h  h  0/T  ??  C°"eCti°nS  of  infla"™a- 
effused  blood  undoubtedly  accounted  for  ^  PreSSUre  °f  the 
There  was  a  circular  chronic  ulcer  I  •  •  thf-  seveie  sciatic  pain, 

curvature  of  the  stomach  tin  0-,,  ,  v  111  diameter  on  the  lesser 

vessels  in  its  wall  The  spleen  was  ?  ^  °IUS’  U  lt*1  several  obliterated 
normal  weight  4  „  en!ar§ed’  weighing  15  oz.  (average 

infarcts  over  its  surface  ad  so  ^  resembli"g  red 

the  nodular  areas  were  found  ^  n°dular  circular  areas  All 
infarcts.  The  liver  was  enlarged'  examinatl'on  to  be 

weigh,  50  oz.,.  On  secdon  f,  showed?  r  °Z '  ,aVeraSe  "°™a< 
in  the  centre  of  the  lobules  associated  ?"gestlon  and  early  fibrosis 
m  this  area.  One  small  area  of  necrosis  of  the  “ver  cells 

polymorphonuclear  infiltration  Ante  f  Cells  was  seen»  with 
left  internal  iliac  vein.  Marrow  ob  aitTed  f ^t!  Wa$  f°Und  in  the 
showed  a  general  hyperplasia  of  the  n  fr?m  the  Pelvis  a>'d  spine 
cytes  containing  from  3  to  15  or  mo?‘  W,Uh  nuAmerous  niegakaryo- 

pneumoma  was  present,  with  early  absce??'’  A  ,ermmal  broncho- 
the  left  lower  lobe.  y  abscess  formation  of  the  whole  of 
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The  pathological  diagnosis  was  myeloid  megakaryocytic  hyper¬ 
plasia,  and  the  pathologist  concluded  that  the  findings  were  compatible 
with  what  is  known  of  haemorrhagic  thrombocytosis.  Further,  there 
was  no  evidence  of  leukaemia.  The  bleeding  was  probably  excited 
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Fig.  51.  Diagram  showing^hsmatoma  MC after dr^^’°[;e0sfa5,U'whiwadi«ed 

°f  “  h“  b“" 

removed  to  expose  superior  gluteal  arte  y. 

by  the  injections  which  3^^^tTKT3S,Si»«eeding 

would*  ha  w^ccurred° elsewhere,  possibly  in  the  gastric  ulcer. 


A  CASE  OF  HOARSENESS 

This  patient,  a  married  man  of  forty  years,  was  sent  to  the  out¬ 
patient  department  here  by  his  doctor  for  treatment.  The  doctor 
wrote  that  the  patient  had  recently  become  hoarse,  that  he  had  been 
examined  at  a  hospital  for  diseases  of  the  throat,  that  the  blood  had 
been  tested,  and  an  X-ray  taken  of  the  chest.  I  expect  you  can  make  a 
provisional  diagnosis  now  as  to  the  cause  of  his  hoarseness. 

The  history  is  that  about  nine  or  ten  weeks  ago  the  patient  had  a 
cold  and  a  slight  sore  throat,  and  during  the  next  ten  days  his  voice 
became  hoarse  until  he  could  only  speak  in  a  whisper.  The  voice  has 
improved  but  is  not  normal.  He  also  found  difficulty  in  swallowing 
solid  foods,  which  made  him  choke,  as  the  food  went  the  wrong  way. 
Fluids  gave  no  trouble.  With  the  catarrhal  stage  at  the  onset  of  the 
illness  pain  vvas  noticed  in  front  of  the  left  ear,  extending  down  the 

in  thedm°<(  h* ^  ‘°  the  left  deltoid  region'  There  is  nothing 

the  tft  mastoid  y  lmportance’  bey°nd  several  operations  on 

Dr.  M.,  will  you  examine  the  patient,  and  see  what  you  find. 

****** 

you  wanftodoT  fi"iShed  ^  eXamination  "owand  done  everything 
A.  Yes. 

Ye!nhlel!  Ulab°Ut  the  patient'  Does  he  look  well  ? 

Yes,  he  looks  very  well  and  has  a  good  colour 

Is  his  voice  normal?  * 

Yes. 

I  eannot  wt  f  I™6  “  a"d  »»  “  No, 

his  voice  lacks  timbre  and  volume6  '°  ta'k  3S  l0Udly  aS  Possible 
Q-  What  else  have  you  found  ? 

A-  He  is  not  wasted  at  all 

I  ^=rrStt  beK^eyoufbund? 

Q-  What  was  it  due  to  ? 

O  Th?fased  b°ne’  at  the  age  of  e‘ght. 
was  the  reason  for  the  amput'ationT  ^  H°USe  Ph>’sician:  What 
To  Dr  ^ngen'inl  mal-deveiopment  of  the  leg. 

A-  1  did  not  examineYt.VVaSt'ng  °f  the  right  thigh? 

^  bad-  What  else  hnve  you  found  ? 
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Q- 

A. 

Q- 

A. 
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A. 

Q- 

A. 

Q- 

A. 

Q- 

A. 

Q- 

A. 
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There  are  some  nodules  on  the  radial  side  of  the  left  forearm. 
What  are  they? 

I  am  not  sure. 

Dr.  G.,  what  are  they? 

Lipomata  or  fibromata. 

Why  are  they  not  neurofibromata? 

They  are  not  in  the  line  of  the  nerves. 

Oh,  I  think  they  are.  Why  are  they  not  neurofibromata,  Dr.  P.  ? 
Because  they  are  not  tender,  there  is  no  “  pins  and  needles  ” 
sensation  on  pressing  them,  and  there  is  no  pigmentation. 

Q.  Yes,  I  think  they  are  lipomata.  Have  you  examined  the 
cranial  nerves,  Dr.  M.? 

A.  Yes.  There  is  slight  horizontal  nystagmus  to  both  sides,  but 
more  to  the  right. 

Q.  Is  this  important? 

A.  Yes.  It  means  there  is  some  cerebellar  condition. 

Q.  Not  necessarily.  What  else  about  the  cranial  nerves? 

A.  The  pupils  are  equal  and  react.  The  fundi  are  normal.  There 
is  no  facial  weakness.  There  is  no  sensory  loss  on  the  face.  The 
tongue  does  not  deviate  properly  to  the  right.  There  is  weakness  ot 
the  left  side  of  the  palate.  The  patient  is  deaf  on  the  left  side,  but  he 
has  had  several  mastoid  operations.  There  is  slight  weakness  of  the 
left  masseter. 

Q.  The  left  side  of  the  palate  is  paralysed  and  hyperalgesic. 
The  left  masseter  is  weak  and  wasted.  Did  you  test  the  pterygoids? 


A 

Q 

A 

Q 

A 

Q 


Yes. 

How? 

I  tried  his  power  of  opening  and  closing  the  mouth. 

Did  you  test  his  power  of  moving  the  jaw  from  side  to  side? 

No. 

You  should  have.  There  is  no  pterygoid  weakness.  What 
else  have  you  found? 

A  There  is  no  enlargement  of  the  lymph  glands  or  ot  the  spleen, 
and  no  evidence  of  upper  thoracic  tumour  or  goitre.  There  is  no  d ill¬ 
ness  over  the  sternum.  There  is  no  motor  defect  in  t  e  rest  o 
central  nervous  system.  Sensation  is  normal.  The  pyramidal  reflexes 
are  normal.  The  blood  pressure  is  136/85. 

Q.  Have  you  examined  the  heart? 

A.  No. 

Q.  Have  you  examined  the  lungs? 

Q.  Did  you  examine  the  abdomen  beyond  feeling  for  the  spleen  ? 

A.  No. 

Q.  Have  you  examined  the  urine? 
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A.  Not  yet. 

Q.  Very  reprehensible!  Don’t  you  think  so,  Dr.  R.? 

A.  I  don't  know  what  reprehensible  means. 

Q.  Oh,  don't  you.  Where  do  you  come  from  ? 

A.  Turkey! 

Q.  But  you  did  say,  Dr.  M.,  that  you  had  completed  your  examina¬ 
tion.  What  is  your  diagnosis? 

A.  A  pyogenic  infection  of  bone. 

Q.  Do  you  mean  an  osteomyelitis? 

A.  Yes. 

Q.  Where? 

A.  In  the  middle  cranial  fossa  on  the  left  side. 

O.  What  bone  is  affected  ?  The  sphenoid  ? 

A.  No.  I  don't  think  so. 

Q.  Why  did  you  think  there  is  an  osteomyelitis? 

A.  Because  of  the  repeated  mastoid  infections. 

Q.  Well,  what  do  you  think  is  the  diagnosis? 

A.  Osteomyelitis  of  the  mastoid,  tracking  down  the  soft  tissues 


of  the  neck  and  involving  the  recurrent  laryngeal  nerve. 

Q.  Now  let  us  go  back  to  the  beginning.  You  remember  the 
history  of  the  hoarseness,  the  examination  of  the  blood,  and  the  X-ray 
of  the  chest.  What  do  you  imagine  was  the  diagnosis  when  the  patient 
was  sent  to  us  from  the  throat  hospital? 


Dr.  P.,  will  you  look  at  the  patient  and  see 
L>r.  F.  exanwips  the  _ 


see  what  you  find. 
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A.  The  left  shoulder  is  thinner. 

Q.  Yes.  There  is  obvious  wasting.  Now  examine  the  patient. 
What  do  you  find? 

A.  There  is  wasting  of  the  whole  of  the  left  trapezius,  possibly 
of  the  left  rhomboideus  minor,  of  the  left  deltoid,  of  the  clavicular 
portion  of  the  left  pectoralis  major,  and  of  the  left  masseter. 

Q.  This  means  probably  an  involvement  of  the  left  C.  3,  4  and  5 
roots  in  addition  to  certain  cranial  nerves  on  the  left  side.  The  pain 
at  the  onset  of  the  illness  was  in  the  region  of  the  left  C.  3  and  4  cervical 
roots.  This  is  a  most  important  observation  which  was  overlooked 
until  the  patient  had  been  in  hospital  for  several  days.  It  indicates 
that  the  case  is  not  one  merely  of  bulbar  palsy.  The  laryngologist  has 
examined  the  patient.  The  left  vocal  cord  is  paralysed,  and  is  in  the 
cadaveric  position.  The  improvement  in  the  voice  is  due  to  the  right 
cord  coming  over  to  approximate  to  the  left  cord.  There  is  evidence  of 
affection  here  of  the  left  V,  IX,  X  and  XI  cranial  nerves  and  of  the  left 
C.  3,  4  and  5  roots.  Further,  there  is  tenderness  in  the  neck  over  the 
upper  cervical  nerve  roots  on  the  left  side.  There  are  one  or  two  other 
points  which  should  have  been  found  out  on  taking  the  history.  Well, 
we'll  come  back  to  you  again  now,  Dr.  M.  What  else  might  you  have 
asked  him? 

A.  If  he  has  ever  had  venereal  disease. 

Q.  He  says  that  he  has  never  had  venereal  disease.  Now,  Dr. 
M.,  will  you  tell  us  what  are  the  causes  of  left  recurrent  laryngeal 
paralysis. 

A.  Tumours  of  the  mediastinum.  Enlargement  of  the  left  auricle. 
An  aneurysm.  Left  apical  pleurisy.  Mediastinal  abscess.  An  enlarged 
thyroid. 

Q.  What  is  the  most  common  cause  of  bilateral  vocal  cord 
paralysis.  Does  no  one  know  ?  Carcinoma  of  the  oesophagus.  What 
other  causes  are  there  in  the  thorax  of  recurrent  laryngeal  nerve 


paralysis  ? 

A.  Pleural  or  pericardial  effusions. 

Q.  And  in  the  neck? 

A .  Carcinoma  of  the  thyroid  or  enlarged  cervical  glands.  Neuritis 
due  to  diphtheria  or  lead  poisoning.  Trauma  to  the  nerve  at  a  thyroidec¬ 
tomy  operation.  .  ,  ,  .  ... 

Q.  Now  let  us  start  at  the  top.  What  cortical  lesion  will  cause 

paralysis  of  a  vocal  cord  ? 

A.  The  lesion  must  be  bilateral. 

O  Yes  as  tracts  pass  from  each  side  of  the  cortex  to  each  voca 
cord  A  bilateral  cortical  lesion  would  not  explain  the  various  nerve 

lesions  in  this  case.  What  about  mid-brain  lesions? 

A.  The  cranial  nerve  lesions  in  this  case,  the  V,  IX  and  X  nuclei 
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might  be  affected  by  progressive  muscular  atrophy,  amyotrophic 
lateral  sclerosis  or  syringomyelia. 

Q.  Dr.  M.,  did  you  test  sensation  for  heat  or  cold  in  order  to  try 
and  eliminate  syringomyelia? 

A.  No,  but  the  patient  said  that  he  felt  my  fingers  were  cold. 

Q.  What  other  possible  causes  are  there? 

A.  Acute  anterior  poliomyelitis. 

O.  Yes,  and  what  about  the  commonest  nerve  disease? 

A.  Disseminated  sclerosis. 

Q.  Did  you  try  and  find  out,  Dr.  M.,  whether  the  patient  has 
disseminated  sclerosis? 

A.  I  found  no  evidence  of  nystagmus,  the  left  plantar  reflex  is 
flexor,  the  abdominal  reflexes  are  present,  and  there  has  been  no  history 
of  transient  diplopia. 

Q.  What  ophthalmological  signs  are  there  in  disseminated 
sclerosis? 


A.  There  may  be  pallor  of  the  temporal  half  of  each  disc. 

Q.  And  what  else? 

No  answer. 

The  sign  is  known  as  jelly  nystagmus.  The  fundus  appears  to 
quiver  rapidly.  This  may  be  detectable  before  there  is  evidence  of 
nystagmus  externally.  What  other  lesions  should  we  consider? 

A.  Vascular  lesions  or  tuberculomata. 


Q.  The  lesions  must  presumably  be  multiple,  and  so  are  most 
likely  due  to  disseminated  sclerosis  or  poliomyelitis.  There  is  no 
evidence  of  disseminated  sclerosis,  but  it  might  be  the  cause.  The 

muhinV  I  °nset  3  C^'d  and  a  ChiM- ,he  Pain  in  the  "eck-  and  the 

multiple  lesions  suggest  poliomyelitis  as  the  probable  cause  What 
myelitis  ?eSt'^at'0nS  W°U'd  ^  W3nt  ‘°  SUPP°rt  the  diagnos's  of  polio- 
A.  Examination  of  the  cerebro-spinal  fluid 

fluid^in  poIiomyehtisT  W°U'd  ^  *****  ‘°  ^  the  cereb™-spinal 
A.  Increase  of  protein  and  of  cells. 

every' res^eecthaVThe°ne  -Umbar  puncture-  and  the  fluid  is  normal  in 
every  respect.  The  protein  content  is  30  mg  /100  c  c  Th*  w 

?rars."!  t 

count  is  normal,  and  the  sedimentation  rate  of  th!  ^  „  Theblood 

I  hour  (Wintrobe).  The  natient  h  u  te  °.  the  ted  cells  is  7  mm,/ 

and  he  considers  that  the  most  likek  exam,ned  b/  a  neurologist, 
cerebro-spinal  fluid  in  th“ nlh,  b  S'$  u  P0'10"1^-  The 

been  examined  at  the  onset  of  the  iilnessh  hha^K  "  ChangeS  had  il 

.he  blood  Wassermann  reaction  may  be  pos^S  « 
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myelitis,  but  we  have  no  evidence  to  support  this  view.  The  occurrence 
of  all  the  lesions  on  the  same  side  of  the  body  is,  however,  unusual  in 
poliomyelitis. 

An  alternative  suggestion  has  been  made,  that  the  illness  is  due  to 
cervical  neuritis,  as  there  are  connections  between  the  cervical  nerves 
and  certain  cranial  nerves.  The  fact  that  the  patient  had  pain  in  the 
side  of  the  neck  at  the  onset,  and  that  there  is  still  tenderness  on 
pressure  over  certain  of  the  cervical  nerve  roots  on  the  left  side,  would 
support  this  view. 

Before  we  go  will  some  one  tell  me  what  is  the  syndrome  of  Avellis? 

A.  Paralysis  of  one  vocal  cord  with  paralysis  of  half  the  palate 
on  the  same  side. 

Q.  If  anyone  is  interested  1  will  let  him  have  the  reference  to 
Avellis’  paper  later.  It  is  not  easy  to  find  (1).  The  lesion  involves  the 
nucleus  ambiguus  and  the  adjacent  spino-thalamic  tract.  There  is 
paralysis  of  the  vocal  cord  and  larynx  on  one  side,  loss  of  pain  and 
temperature  sensation  on  the  other  side  of  the  body. 

And  what  about  the  oculo-cardiac  reflex? 

A.  Firm  pressure  on  one  eyeball  is  said  to  cause  slowing  of  the 
heart  in  normal  people.  When  the  vagus  on  one  side  is  affected,  with 
paralysis  of  the  vocal  cord,  pressure  on  the  eyeball  on  the  same  side 
is  said  not  to  cause  this  slowing  of  the  heart. 

Q.  Have  you  ever  tried  this  test. 

A.  No. 

Q.  I  think  it  is  very  doubtful  whether  there  is  anything  in  it.  There 

are  so  many  factors  which  may  affect  the  rate  of  the  heart.  At  any 
rate  it  did  not  come  off  in  this  case.  I  tested  the  patient  one  day  and 
found  the  resting  pulse  rate  1 19.  Pressure  on  the  right  eye  caused  the 
pulse  to  slow  to  114,  and  pressure  on  the  left  eye,  on  the  affected  side, 
slowed  the  pulse  to  112. 

****** 

The  patient  was  re-examined  a  week  later.  The  left  side  of  the  palate 
had  now  almost  recovered  its  mobility,  but  the  left  vocal  cord  was  still 

paralysed. 


Reference 

1.  Avellis,  G.  (1902).  Klin.  Wschr.,  40,  1. 
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Dr.  K.,  you  come  from  St.  -  Hospital  I  believe.  Before  you 

examine  this  patient  1  will  ask  the  clerk  to  favour  us  with  his  history. 

The  clerk  reads:  Mr.  S.  is  sixty-eight  years  of  age.  He  had  measles 
as  a  child.  He  was  quite  well  until  two  and  a  half  years  ago,  when 
returning  from  a  holiday  by  motor  coach,  he  felt  faint  and  had  an 
urgent  desire  to  pass  water.  He  was  too  shy  to  ask  the  driver  to  stop, 
but  after  a  little  while  his  wife  did  so.  After  passing  water,  he  felt 
very  short  of  breath  and  then  collapsed  by  the  roadside,  but  did  not 
lose  consciousness.  He  was  taken  in  the  coach  to  a  nearby  village, 
where  he  rested  in  an  inn  while  an  ambulance  was  sent  for.  He  was 


admitted  to  hospital  at  the  nearest  town,  where  a  diagnosis  of  coronary 
thrombosis  was  made,  and  he  remained  in  hospital  for  two  months. 

On  returning  home  he  resumed  work  as  a  factory  manager  and  was 
fairly  well,  apart  from  occasional  attacks  of  giddiness  brought  on  by 
walking.  Two  years  ago  he  had  what  was  thought  to  be  another 
heart  attack.  He  woke  at  1  a.m.  with  severe  dyspnoea,  which  lasted 
thiee-quarters  ol  an  hour.  There  was  no  pain  and  he  returned  to  work 
the  same  morning.  Since  then  he  has  not  had  any  more  heart  attacks. 
About  this  time,  when  in  the  bath,  the  patient  noticed  the  end  of  his 
second  left  toe  was  discoloured.  Later  it  began  to  be  painful  on  walking 
and,  shortly  after,  the  terminal  phalanx  of  the  toe  was  amputated  in 
another  hospital  He  has  been  losing  weight  for  the  last  four  years 

aboot  4  st.  m  all.  He  has  felt  ill  for  six  or  seven  months.  He  com-’ 
t  ained  during  this  time  of  an  acid  taste,  and  occasionally  regurgitated 
dark  yellow  fluid,  containing  the  remains  of  the  preceding  meal 
About  seven  weeks  ago  he  fainted  when  he  was  in  the  “  toilet  ”  and 

sufficed1  fronf fndigestkm.*  *  ^  3  ^  ^  "ever 

Dr.  K.  now  examines  the  patient. 


Q.  What  does  Mr.  S.  complain  of  now.  Dr  K  ? 

war  s; 

Q-  What  did  you  find  on  examination? 

great  desire  to  blTalked'to. "h^s  p!|e  ^His"]  3'^  '|,StleSS.and  has  n0 

Pale.  His  skin  hangs  looselv  on  him  I?  !PS  and  conJun«ivte  are 

weight.  The  nails  are  ridged  Th?’  he  haS  Clearly  lost  a  lot  of 

ridged.  There  are  no  enlarged  glands.  The 
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jugular  venous  pressure  is  not  raised.  The  pupils  are  small  and  react 
normally.  The  tongue  is  normal. 

Q.  What  do  you  mean  by  normal?  Look  at  it  again. 

A.  There  is  a  central  white  fur.  It  is  moist.  It  is  slightly  pale. 
There  is  no  wasting.  It  is  protruded  centrally.  There  are  no  fibrillary 
tremors.  It  is  not  deeply  fissured.  It  is  smooth  at  the  tip  and  edges. 
It  is  not  sore.  There  are  a  few  red  spots  on  the  left  border,  which  fade 
on  pressure. 

Q.  That  is  better.  What  else  did  you  find? 

A.  The  throat  is  normal.  The  tonsils  were  removed  as  a  child. 
He  has  no  teeth  of  his  own,  and  wears  dentures.  The  trachea  is  dis¬ 
placed  to  the  right.  The  chest  is  asymmetrical,  the  left  side  is  flat  and 
the  right  prominent.  There  is  less  movement  on  the  left  side. 

Q.  Did  you  test  for  tactile  fremitus? 

A.  No. 


Q.  Well,  will  you  do  so. 

A.  Tactile  fremitus  is  reduced  on  the  right  side.  The  breath 
sounds  are  vesicular  on  both  sides.  There  are  no  adventitious 
sounds. 


Q.  Why  is  the  trachea  displaced  to  the  right? 

A.  There  is  fibrosis  of  the  right  lung. 

Q.  Dr.  C.,  will  you  examine  the  chest  and  see  if  you  confirm  these 
findings. 

A.  I  think  the  trachea  is  central.  There  is  no  kyphoscoliosis, 
but  the  right  ribs  are  prominent  in  front.  The  percussion  note  is  reso¬ 
nant  all  over  and  there  are  no  adventitious  sounds. 

Q.  Do  you  think  there  is  any  fibrosis  of  the  lungs? 

A.  No.  I  think  they  are  normal. 

Q.  I  agree.  What  else  do  you  find,  Dr.  K.  ? 

A.  The  heart  is  not  enlarged. 

Q.  Where  is  the  apex  beat  ? 

A.  I  could  not  localize  it. 

Q.  Try  again.  It  is  quite  easily  palpable  and  in  the  normal  posi¬ 
tion.  What  else  did  you  find? 

A .  There  is  a  systolic  murmur  at  the  apex.  The  sounds  are  norma 
at  the  base.  There  are  occasional  premature  systoles. 

Q.  What  is  the  rate? 

A.  It  is  slow. 

Q.  Did  you  count  it? 

A.  No. 


O.  Count  the  pulse. 

A.  It  is  74  and  regular.  The  arteries  are  firm. 
Q.  Do  you  mean  they  are  thickened? 

A.  Yes. 
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Q.  Has  he  arteriosclerosis? 

A.  Yes. 

Q.  What  type  of  arteriosclerosis? 

A.  I  only  recognize  one  type. 

Q.  That  makes  it  simple.  Which  one  do  you  recognize?  The 
arterio-capillary  fibrosis  of  Gull  and  Sutton? 

A.  I  have  never  heard  of  them. 

Q.  That’s  a  pity.  Does  anyone  know  anything  about  them? 
Silence. 

You  should  know  a  little  about  them.  Gull  is  Sir  William  Gull 
who  is  also  known  for  his  papers  on  “  Anorexia  Nervosa,”  “  On  a 
Cretinoid  State  Supervening  in  Adult  Life  in  Women,”  and  for  his 
description  of  “  Vitiligoidea— a.  Plana,  b.  Tuberosa,”  which  we  now 
call  xanthoma  planum  and  tuberosum.  Gull  was  physician  to  Guy’s 
Hospital  and  in  1871  looked  after  the  Prince  of  Wales  when  he  was 
desperately  ill  with  typhoid  fever  at  Sandringham.  I  thought  we  should 
get  on  to  arteriosclerosis  today,  so  I  brought  the  report  from  “  The 
Times  "  for  December  18th,  1871,  which  I  should  like  to  read  to  you. 

I  think  it  is  very  illuminating,  it  is:  “In  Dr.  Gull  were  combined 
energy  that  never  tired,  watchfulness  that  never  flagged;  nursing  so 
tender,  ministry  so  minute,  that  in  his  functions  he  seemed  to  combine 
the  duties  ot  physician,  dresser,  dispenser,  valet,  nurse, — now  arguing 
with  the  sick  man  in  his  delirium  so  softly  and  pleasantly  that  the 
parched  lips  opened  to  take  the  scanty  nourishment  on  which  depended 
the  reserves  of  strength  for  the  deadly  fight  when  all  else  failed  now 
lifting  the  wasted  body  from  bed  to  bed,  now  washing  the  worn  frame 
with  vinegar  with  ever  ready  eye  and  ear  and  finger  to  mark  any 
change  and  phase,  to  watch  face  and  heart  and  pulse,  and  passing  at 
times  twelve  or  fourteen  hours  at  that  bedside.”  After  the  Prince’s 

uirsed  as  it  he  had  been  a  patient  at  Guy's  Hospital  ”  A  similar 
remark  is  attributed  to  Sir  Frederick  Treves  after  he  had  operated  on 

t  ,l- = ™ 

Tz  rvEr;:  nr  :r  r  » 

except  that  he  practised  at  9  Finsbury  Square.  b°Ut  h'm’ 

of arteriosclerosi^d^you Recognise"  m°rb‘d  anatomy’  what  varieties 

aorta  andle^™  arLiefvello^'  h™S,affeCtS  P^ticulariy  the 
These  may  undergo  fattv  deZ  .  '6  p,ik)ues  form  in  the  intima. 

atheromatous  ulcer!  *  degeneratlon  Wlth  ‘he  development  of 
Q •  What  else? 
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A.  The  arterio-capillary  fibrosis  of  Gull  and  Sutton.  The  changes 
are  thought  to  be  inflammatory.  The  renal  vessels  are  affected. 

Q.  Gull  and  Sutton  published  their  paper  on  arterio-capillary 
fibrosis  in  the  Medico-Chirurgical  Transactions.  The  reference,  if  you 
want  it,  is  1872,  55,  272.  Their  conclusions  were  based  on  observations 
made  in  60  cases.  They  said  that  in  chronic  Bright’s  disease  with  con¬ 
tracted  kidney  the  vascular  changes  are  more  or  less  general  throughout 
the  body.  There  is  thickening  of  the  minute  arteries  and  arterioles. 
Microscopically  there  is  “  hyalin-fibroid  ”  formation,  chiefly  external 
to  the  muscular  layer,  but  the  intima  may  also  be  affected.  The  muscular 
coat  is  often  atrophied.  Gull  said,  “  Bright  observed  the  heart  and 
kidneys,  but  he  forgot  the  man  between."  What  other  varieties  are 
there? 

A.  Senile  arteriosclerosis  affecting  chiefly  the  medium-sized 
vessels.  The  media  undergoes  fatty  changes  and  calcification  and  the 
intima  is  thickened,  with  the  formation  of  “  pipe  stem  "  arteries. 
In  Monckeberg's  medial  sclerosis  there  is  usually  no  intimal  thickening, 


but  the  media  is  fatty  or  calcareous. 

O.  The  leg  and  arm  arteries  are  affected,  but  the  brachial  arteries, 
according  to  Monckeberg,  are  seldom  involved.  The  type  of  arterio¬ 
sclerosis  we  see  most  frequently  clinically,  with  thickened,  tortuous, 
locomotor  brachial  arteries,  appears  to  have  no  eponymous  designation. 
The  changes  found  microscopically  are  not  marked,  some  loss  ot 
elastic  tissue  in  the  media.  The  vessels  dilate  and  so  become  tortuous. 
These  changes  are  often  found  associated  with  normal  blood  pressure, 
and  are  not  due  to  hypertension.  Who  was  Monckeberg? 

A.  A  German,  I  think. 

Q.  Johann  Georg  Monckeberg  published  his  first  paper  on 
medial  calcification  and  atherosclerosis  in  1903  when  working  with 
Professor  Eugen  Fraenkel  at  Hamburg.  He  died  of  contracted  kidneys, 
in  1925  at  the  age  of  forty-seven,  when  Professor  of  Pathology  at  Bonn, 
and  on  his  tombstone  in  the  Ohlsdorfer  cemetery  in  Hamburg  is  the 
inscription  which  he  had  selected,  “My  life  was  happy  from  the 
beginning  to  the  end.”  One  is  reminded  of  poor  Hazhtt  s  last  recorded 
words-'  Well,  1  have  had  a  happy  life as  he  lay  dying  in  poverty 
at  the  age  of  fifty-two,  in  Frith  Street,  Soho.  His  hie  had  been  spent 
in  literary  and  political  struggles,  embittered  by  domestic  upheavals^ 
As  De  Quincey  wrote,  his  “  mind  was  always  in  agitation  from  the 

8l0M8enckeaber°g’sS'last  paper  on  medial 

year  before  he  died.  Here  are  the  two  references  Firc/mn  Arch., 
1903  171  141,  and  Klin.  Wschr.,  1924,  3,  1473  and  1521. 

Some  pathologists  include  mesaortitis,  endarteritis  obliterans  an 
periarteritisT'as0  varieties  of  arteriosclerosis.  Arterial  xanthomatosis 
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may  affect  the  coronary  arteries  and  cause  angina.  If  you  look  at  this 
patient’s  arms  you  will  see  the  brachial  arteries  are  thickened,  tortuous 
and  locomotor,  being  displaced  with  each  systole.  Now  Dr.  K.,  we 
will  come  back  to  you.  What  else  did  you  find  ? 

A.  The  blood  pressure  is  145/70  mm.  Hg.  The  liver  is  palpable 
about  2  in.  below  the  costal  margin.  The  surface  is  smooth  and  the 
edge  is  sharp. 

Q.  Is  it  enlarged  or  displaced  downwards? 

A.  It  is  enlarged,  because  the  upper  border  is  found  on  percussion 
to  be  at  the  normal  level  in  the  5th  right  intercostal  space.  I  could 
not  feel  the  spleen  or  the  kidneys.  There  is  no  ascites.  The  abdominal 
wall  is  lax  and  there  has  been  much  loss  of  elasticity  in  the  skin  and  loss 
of  subcutaneous  tissue.  The  knee-jerks  and  ankle-jerks  are  present 
and  the  plantar  responses  are  flexor.  I  could  not  see  the  fundi.  The 
feet  are  cold  and  rather  blue.  I  could  not  feel  any  pulsation  in  the 
dorsalis  pedis  arteries. 

Q.  What  about  the  posterior  tibial  arteries? 

A.  I  did  not  feel  for  them. 

Q.  Look  at  the  feet  carefully.  There  is  no  need  to  feel  for  arterial 
pulsation.  You  can  see  a  vigorous  pulsation  in  both  the  dorsalis 

pedis  and  the  posterior  tibial  arteries  on  each  side.  What  about  the 
gangrene? 

A.  There  is  none  now.  The  terminal  phalanx  of  the  left  index 
toe  has  been  removed. 

Q.  Did  you  examine  the  testicles9 

A.  No. 

Q.  Did  you  examine  the  prostate9 

A.  No. 


Q.  So  you  have  no  notion  whether  the  frequency  of  micturition 
is  due  to  an  enlarged  prostate9 
A.  No. 

Q.  Did  you  test  the  urine? 

A.  No.  I  should  like  to. 

I,,?'.  ?ler': is. notuhinf 10  Preven<  you.  A  specimen  is  available.  We 
will  ask  the  clerk  what  he  has  found. 

The  clerk  looks  up  his  notes  and  reads- 
no  reducing  substance.” 

Q.  I  believe  this  means  no  albumin 
anything  else  you  would  like  to  know? 

A.  The  results  of  a  rectal  examination 

proLe^Sr bSnctmnaTem  f* 

prostatectomy  will  probably  be  required  later  A,  He  considers 
difficulty  or  delay  in  micturition,  and  the  patient  ”e  s^am^ 


“  There  is  no  protein  and 
and  no  sugar.  Is  there 
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always  good,  like  a  tap.”  A  catheter  specimen  of  the  urine  grew 
colit orm  organisms  and  the  streptococcus  faecalis,  but  no  casts  were 
found.  What  do  you  think,  Dr.  K.,  is  the  matter  with  the  patient? 

A.  His  age  and  weakness  and  loss  of  weight  suggest  a  neoplasm. 

Q.  Where  do  you  think  it  may  be? 

A.  It  is  somewhere  hidden.  There  might  be  a  small  primary 
bronchial  carcinoma,  or  a  renal  tumour,  or  a  carcinoma  of  the  stomach. 

Q.  We  have  decided  there  is  no  enlargement  of  the  kidneys,  and 
we  have  had  an  intravenous  pyelogram.  This  showed  no  abnormality 
in  the  kidneys  or  ureters,  but  the  dye  shows  a  filling  defect  in  the  base 
of  the  bladder  which  is  probably  due  to  a  large  intravesical  projection 
of  the  prostate.  There  is  also  a  diverticulum  of  the  bladder  on  the  right 
side  posteriorly.  Here  is  an  X-ray  of  the  chest.  There  is  no  evidence 
of  a  bronchial  carcinoma.  The  trachea  is  central.  There  is  a  costo- 
phrenic  adhesion  on  the  right  side,  indicating  old  pleurisy.  The  lung 
fields  appear  normal.  Look  at  the  film,  Dr.  P.,  and  see  if  you  find 
anything  abnormal. 

A.  The  anterior  end  of  the  third  left  rib  is  bifid. 

Q.  That  is  so,  and  the  radiologist  has  remarked  on  a  small  shadow 
in  the  seventh  right  rib,  which  he  says  is  a  “  bone  island.”  What  is 
a  bone  island  ? 

A.  1  do  not  know. 

Q.  It  is  an  area  of  cortical  bone  situated  in  cancellous  bone  or  in 
bone  marrow.  On  section  it  shows  the  Haversian  system  of  cortical 
bone.  What  do  you  want  done  now? 

A.  A  barium  meal  and  barium  enema. 

Q.  Here  are  the  films.  The  barium  meal  report  is  as  follows: 
“  The  oesophagus  is  normal  in  the  erect  and  Trendelenberg  positions. 
In  the  erect  position  the  fundus  of  the  stomach  is  ptosed,  but  returns 
in  the  prone  film  to  its  normal  position.  There  is  no  abnormality  seen 
in  the  stomach  or  duodenum.”  The  barium  enema  shows  diverticula 
in  the  sigmoid  and  an  area  of  local  spasm  in  the  upper  sigmoid.  There 
is  no  evidence  of  growth.  The  fractional  test  meal  is  also  normal. 
Sigmoidoscopy  has  also  been  done,  and  this  was  normal.  What  do 
you  want  now? 

A.  I  should  like  to  know  what  the  blood  count  is. 

Q  On  admission  the  count  was  as  follows:  Red  cells  2  b  millions 
per  c  mm.,  Hb.  33  per  cent,  C.I.  0-6,  White  cells  14,000  per  c.mm., 
polymorphs.  83  per  cent,  lymphocytes  14  per  cent,  monocytes  2  per 
cent  eosinophils  1  per  cent.  There  was  a  severe  anaemia  of  the  micro¬ 
cytic  hypochromic  type.  The  bone  marrow  showed  a  generalized 
hyperplasia  affecting  all  types  of  cells.  No  abnormal  cells  were  seen. 
What  conditions  give  rise  to  this  type  of  anaemia  ? 

A.  Chronic  haemorrhage. 
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Q.  Yes.  It  also  occurs  in  infestation  with  hookworms,  the 
Plummer-Vinson  syndrome,  and  simple  achlorhydric  anaemia.  Is  there 
anything  else  you  would  like  done? 

A.  The  blood  phosphatases,  to  see  if  they  show  any  evidence  of 
bone  disease  or  of  carcinoma  of  the  prostate. 

Q.  The  acid  phosphatase  is  normal,  2-6  King-Armstrong  units 
per  100  c.c.,  and  the  alkaline  phosphatase  is  also  normal,  4-3  King- 
Armstrong  units  per  100  c.c.  Why  do  we  specify  King-Armstrong 
units?  Dr.  F.,  you  come  from  Canada,  what  do  you  say? 

A.  The  phosphatases  are  sometimes  estimated  in  Bodansky  units. 
Three  King-Armstrong  units  are  approximately  equivalent  to  one 
Bodansky  unit. 

Q.  The  enthusiastic  house  physician  has  had  certain  other  investi- 


gations  done,  perhaps  with  the  hope  that  something  would  turn  up  to 
work"  The  h,rkHeSS’  PerhaPS  ‘°  giTC  the  '^orator, es  some  additltal 
is  nLJl  23  m°Ea/TeaThn0r,ma1,  3°  mg-/10°  c'c'  The  alkali  re^ve 
6-6  G„  albumin  47  G„  glo'buhnTsa'peTcent  “2^ 
cardiogram  (see  Fig.  52).  What  do  you  think  of  it  Dr  K%  eleetr°- 

Thts  is  left  bundle-branch  block.  gatl'e  ln  Lead  ^  ,s  inverted. 

many  investigations  have^een^aTried'out^bT™"^  Clinically’  and 

arrive  at  a  diagnosis.  To  revert  once  mo^  to  our  fne'nd'sir  Wdf  *° 
Gull,  you  may  or  may  not  remember  that  h„  r  end  Slr  Wl,liam 

yourselves  w„h  the  causes  which 
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infrequently  he  found  the  key  to  the  solution  of  a  problem  in  some 
circumstance  or  detail  which  had  attracted  but  little  attention.  I 
should  like  to  ask  the  patient  a  few  questions  now  about  what  happened 
when  he  had  the  fainting  attack  in  the  “  toilet.”  Now  Mr.  S.,  will  you 
tell  me  what  happened  to  you  in  this  faint.  What  happened  before  you 
went  to  the  “  toilet  ”? 

A.  1  felt  very  weak  and  faint  and  had  to  ask  my  wife  to  help  me 
to  the  lavatory. 

Q.  And  what  then? 

A.  As  I  did  not  come  out  my  wife  came  to  see  what  had  happened. 
When  she  opened  the  door  I  fell  down.  She  brought  a  cushion  and 
put  it  under  my  head.  I  lay  there  for  about  a  quarter  of  an  hour  and 
then  my  wife  helped  me  to  bed. 

Q.  Did  you  pass  blood  in  your  motion? 

A.  No. 


Q.  Are  you  sure? 

A.  Yes. 

Q.  Did  you  see  the  colour  of  your  motion? 

A.  Yes,  it  was  black. 

A  murmur  of  “  Ah  ”  arises  from  the  class. 

Q.  Are  you  sure  it  was  black. 

A.  Yes. 

Q.  Had  you  been  taking  any  medicine? 

A.  No. 

Q.  What  happened  then? 

A.  I  went  to  bed  and  did  not  have  my  bowels  opened  again  for 
two  days.  I  then  had  some  paraffin  and  when  my  bowels  were  opened 
the  motions  were  a  dark  colour.  About  two  weeks  later  1  felt  faint 

and  again  passed  a  large  black  motion. 

Q.  It  seems  quite  evident  that  the  collapse  in  the  “  toilet  ”  was 
due  to  a  severe  intestinal  haemorrhage.  It  must  have  come  fiom  high 
up  in  the  intestine  and  the  most  likely  source  is  the  duodenum.  The 
two  attacks  of  melama  would  probably  account  for  the  anaemia.  The 
loss  of  weight  may  be  associated  with  the  heart  lesion  and  the  arterio¬ 
sclerosis,  or  he  may  not  have  been  eating  well,  although  he  says  that 
he  has  taken  his  usual  amount  of  food.  He  may  have  had  a  symptom¬ 
less  duodenal  ulcer,  which  had  healed  by  the  time  the  barium  meal 
examination  was  carried  out.  Another  possible  explanation  is  that  he 
has  a  hcemangiomatous  condition  of  the  small  intestine.  I  remember 
the  case  we  had  in  this  ward,  the  symptoms  being  recurrent  mekena 
and  anaemia.  The  condition  is  not  often  diagnosed,  even  at  laparotomy, 
but  it  should  always  be  borne  in  mind.  Telangiectases  are  found  in 
the  serous  coat  of  the  affected  portion  of  the  intestine,  which  may  be 
resected  to  effect  a  cure,  but  there  is  no  time  to  go  into  this  now. 
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We  are  proposing  to  treat  the  patient  by  giving  first  a  blood  trans¬ 
fusion,  and  then  administering  iron  by  mouth  and  a  high  calorie  diet. 
Care  must  be  taken,  however,  not  to  overload  the  circulation  by  trans¬ 
fusion  owing  to  the  cardiac  weakness,  as  this  might  result  in  oedema 
of  the  lungs. 

****** 

The  patient  left  hospital  six  weeks  later  having  gained  over  a  stone 
in  weight,  and  with  a  haemoglobin  percentage  of  90. 
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The  patient  in  No.  10  bed  is  a  single  woman,  aged  thirty,  a  children's 
nurse,  who  was  sent  to  me  by  her  doctor  three  weeks  ago.  She  was 
complaining  of  pain  in  the  right  hip  and  groin  for  six  weeks.  The 
pain  was  constant,  but  was  relieved  by  aspirin  for  a  few  hours.  She 
had  been  in  bed  lor  foui  weeks,  and  during  this  time  her  temperature 
was  usually  raised  to  about  99°  to  102°  F.  in  the  evening.  The  doctor 
had  referred  her  to  the  out-patient  department  of  a  hospital  devoted 
to  the  study  of  urology.  A  “  straight  ”  X-ray  of  the  abdomen  was 
taken  which  showed  nothing  abnormal,  and  the  surgeon  considered 
that  the  pain  was  due  to  a  rheumatic  nodule  in  the  back  pressing  on  a 
nerve.  The  doctor  was  not  satisfied  with  this  diagnosis,  as  it  did  not 
account  for  the  temperature.  Further,  he  had  examined  a  catheter 
specimen  of  the  urine  four  weeks  previously,  which  he  said  was 
“  purulent.”  The  pain  was  also  in  the  renal  area,  in  the  root  zones 
Th.ll,  12  and  L.l,  beginning  at  the  back  below  the  last  right  rib  and 
extending  downwards  and  forwards  towards  the  right  groin.  The 
rheumatic  nodule  was  in  the  L.2  root  area. 

Three  years  previously  a  black  “  wart  ”  had  been  removed  from 
the  right  side  of  the  patient’s  neck,  as  it  was  beginning  to  bleed. 

I  examined  the  patient  and  found  her  general  condition  fair.  She 
is  an  Irish  girl  with  red  hair.  Her  weight  (clothed)  was  7  st.  7  lbs.,  her 
highest  known  weight  being  9  st.  (clothed)  two  years  ago.  The  heart 
was  normal,  pulse  regular,  80,  blood  pressure  130/80  mm.  Hg.  The 
pupils  and  knee-jerks  reacted  normally,  the  fundi  were  normal.  The 
urine  was  slightly  turbid,  neither  albumin  nor  sugar  was  present  and 
the  reaction  was  pH6,  according  to  the  test  paper.  The  pH  range  of 
normal  urine  is  5  to  8.  A  small,  tender  “  fibrositic  ”  nodule  was  present 
just  above  the  crest  of  the  ilium  on  the  right  side.  I  say  fibrositic,  but 
these  nodules  are  thought  to  be  due  to  fatty  herniations  through  the 
fascial  planes  between  muscles.  Some  dilated  venules  were  present 
around  the  upper  thoracic  spines,  suggesting  the  possibility  of  enlarge¬ 
ment  of  the  root  glands  of  the  lungs.  Screen  examination  of  the  chest 
showed  the  diaphragm  movements  equal,  1  in.  I  took  a  film  of  the 
chest.  Here  it  is  (see  Fig.  53).  There  is  a  shadow  in  the  right  cardio- 
phrenic  region  which  appears  to  be  formed  by  two  partially  super¬ 
imposed  shadows,  the  upper  about  1  in.  in  diameter,  the  lower  about 
21  X  1 f  in.,  a  stalk-like  shadow  extending  down  to  the  right  diaphragm. 
There  is  a  linear  shadow  running  up  from  the  upper  part  ot  the  mediasti¬ 
num  to  the  right  apex,  which  may  be  due  to  the  superior  vena  cava, 
or  to  a  collapsed  upper  lobe,  probably  the  former.  The  patient  was 

368 
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admitted  to  hospital  here  ten  days  ago  and  she  has  been  running  a 
low  grade  temperature  of  about  99°  to  101°  F.  ever  since. 

Now  Dr.  B.,  what  do  you  think  is  the  matter  with  her? 

A.  She  may  have  melanotic  deposits. 

Q.  What  do  you  mean?  In  the  lung  and  in  the  kidney? 

A.  Yes. 

Q.  I  think  you  are  quite  right  to  think  of  this,  as  she  had  the 


no.  53.  X-ray  of  chest  showing  shadows  in  right  cardio-phrenic  region. 


melanotic  wart  ”  removed  from  her  nerL 

urine  has  been  tested  and  it  shows  no  melanin  years  ag°;  The 

spots  in  the  skin  or  in  the  eye.  What  else  do  you  suggest"0 
A.  Abacterial  pyuria?  y  ggest  * 

Q •  What  do  you  mean  by  this? 

n'  Twu  in  the  urine  with  no  bacteria. 
v.-  What  is  the  cause  of  it? 

A.  I  do  not  know. 
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Q.  Well,  it  might  occur  in  renal  tuberculosis,  but  there  is  no 
history  of  haematuria.  What  else  could  it  be? 

A.  Hydatid  disease. 

Q.  Where? 

A.  In  the  lung  and  possibly  in  the  liver. 

Q.  What  is  the  pain  due  to  then? 

A.  Liver  involvement. 

O.  And  the  two  rounded  shadows  we  see  at  the  base  of  the  right 
lung  would  be  two  baby  hydatid  cysts? 

A.  Yes. 

Q.  Have  you  any  other  suggestions? 

A.  She  may  have  a  primary  malignant  growth  in  the  kidney,  with 
secondary  deposits  in  the  lung. 

Q.  What  sort  of  a  growth? 

A.  Probably  a  hypernephroma. 

Q.  If  the  patient  had  been  admitted  to  hospital  under  your  care 
what  investigations  would  you  have  had  carried  out  to  establish  the 
diagnosis? 

A.  A  full  blood  count  and  blood  culture. 

Q.  Why  a  blood  culture? 

A.  She  may  have  septicaemia. 

Q.  Is  this  another  possible  diagnosis?  There  does  not  appear 
to  be  anything  in  the  history  to  suggest  it.  It  the  renal  pain  was  asso¬ 
ciated  with  septicaemia,  she  would  probably  have  a  focal  nephritis 


with  haematuria. 

To  the  H.P.  What  is  the  blood  count? 

A.  Hb.  80  per  cent,  Mean  corpuscular  haemoglobin  concen¬ 
tration  30  per  cent,  hypochromia,  White  cells  12,300  per  c.mm, 
polymorphs.  72  per  cent,  lymphocytes  21  per  cent,  monocytes  7 

O.  There  is  a  mild  hypochromic  iron  deficiency  anaemia,  and  a 
slight  leucocytosis.  No  eosinophils  are  present  and  this  is  against  a 
diagnosis  of  hydatid.  What  else  do  you  want,  Dr.  B.  ? 


A.  A  Mantoux  test.  .  ...  .  . 

O  This  has  not  been  done.  If  it  were  negative  it  would  be  against 

a  diagnosis  of  renal  or  pulmonary  tuberculosis.  What  else  do  you 
want  ? 

A.  The  sedimentation  rate. 

Q.  1  expect  this  has  been  done.  Who  is  the  clerk  . 


A.  I  am,  Sir.  . 

Q.  Well,  what  is  the  sedimentation  rate  . 


A.  70.  u  9 

Q.  Is  that  70  mm.  Westergren  at  one  hour . 

A.  Yes,  Sir. 
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Q.  The  sedimentation  rate  is  higher  than  we  should  expect  with  a 
low  grade  fever.  What  would  you  want  done  now,  Dr.  B.? 

A.  A  bronchoscopy. 

Q.  Oh  no!  Certainly  not  now,  and  probably  not  at  all.  I  think 
we  can  diagnose  the  condition  without  a  bronchoscopy.  What  else 
do  you  want  ? 

A.  The  kidney  function  tests. 

Q.  Why?  Do  you  expect  them  to  show  anything  abnormal 
even  if  one  kidney  is  affected,  if  the  other  kidney  is  working 
normally? 

A.  Probably  not. 

Q.  Here  are  the  reports.  The  urine  has  a  Sp.  Gr.  of  1  -012  in  the 
early  morning  specimen.  It  is  clear.  There  is  no  albumin.  The 
deposit  contains  no  pus  cells  and  no  casts,  and  it  is  sterile.  No  tubercle 
bacilli  have  been  lound  in  the  direct  film,  but  a  specimen  has  been 
injected  into  a  guinea-pig.  The  blood  urea  is  normal,  35  mg./lOO  c.c. 
What  else  do  you  want? 


A.  An  examination  of  the  sputum. 

Q.  She  has  none.  What  else? 

A.  An  X-ray  of  the  bones  to  see  if  there  are  any  secondary 
deposits.  J 

have  not  done  this  as  it  does  not  appear  necessary  yet 
she  has  had  no  symptoms  referred  to  her  bones,  and  no  pain  in  the 
joints.  The  last  case  of  hypernephroma  we  had,  presented  with  acute 

be'feltZh  U,PPeLend  °f  thC  left  femUr-  No  PulsatinS  swelling  can 
Wood  ^  T®  b°neS’  3S  sometimes  occurs  in  hypernephroma.^  The 
blood  count  does  not  suggest  involvement  of  the  bone  marrow  bv 

secondary  deposits,  as  the  antemia  is  hypochromic  and  ZtTuco 
erythroblastic.  What  do  you  think  of  the  case  now? 

O  -i-hZ SHe  probably  has  Pulmonary  and  renal  tuberculosis 


After  much  hesitation. 

A.  A  laryngeal  or  a  throat  swab. 
Q •  What  for? 


A.  To  see  if  tubercle  bacilli  can  be  found  there 

is  your  nZeT  e'$e  n°W  and  ®ve  you  a  rest. 

A.  Willis. 


What 


Q •  what  are  you  doing? 

A-  lam  one  of  Dr.  B - d’s  clerks 

thisWoZ'  d°  y°U  kn°W  3b0Ut  Dr'  Tbomas  Willis?  ,  have  asked 
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A.  He  was  a  physician  in  the  17th  century,  and  he  described  the 
circle  of  Willis  at  the  base  of  the  brain. 

Q.  The  celebrated  antiquarian  and  historian,  Anthony  A.  Wood, 
in  his  Athenae  Oxonienses,  gives  a  life  of  Willis,  who,  he  says,  was  the 
most  famous  physician  of  his  time.  He  was  born  in  1621  and  died  in 
1675.  He  was  an  Oxford  man  and  a, supporter  of  King  Charles  I  in 
the  Civil  War.  Later  he  practised  in  London,  was  physician  to  Charles 
II  and  was  buried  in  Westminster  Abbey.  Wood  says  that  he  became 
so  noted  and  so  infinitely  resorted  to,  for  his  practice,  that  never  any 
physician  before  went  beyond  him,  or  got  more  money  yearly  than  he. 
This  was  in  the  days  when  a  doctor  could  keep  what  he  earned. 
Amongst  other  things  he  was  the  first  to  comment  on  the  sweet  taste 
of  the  urine  in  diabetes.  What  capsule  did  he  describe? 

A.  Something  in  the  brain. 

Q.  No.  What  was  the  capsule?  What  about  the  liver? 

A.  Loud  shouts  from  the  class.  That  was  Glisson.  He  described 
the  capsule  of  the  liver. 

I  feel  discomfited,  Homer  has  nodded  again.  I  try  to  get  out  ot 
an  awkward  situation  by  saying,  “  I  do  not  think  that  Willis  described 
a  capsule.” 

Q.  Now  Dr.  W.,  what  investigations  would  you  like  done,  and 
why  ? 

A.  An  intravenous  pyelogram  to  see  if  the  right  kidney  appears 


normal. 

Q.  Yes,  we  asked  for  that,  and  here  are  the  films.  Preliminary 
film,  nothing  seen,  not  even  the  renal  outline.  Five  minutes  film  (see 
Fig.  54),  the  left  renal  pelvis  and  calices  are  well  outlined  and  the  lett 
ureter  is  shown.  No  dye  is  seen  on  the  right  side.  Ten  minutes  film, 
the  left  ureter  is  well  outlined;  some  dye  is  seen  in  the  pelvis,  to  the 
right  of  the  mid-line,  probably  in  the  bladder.  Fifteen  minutes  film, 
the  left  ureter  and  bladder  are  well  seen.  Nothing  is  seen  on  the  right 
side  Thirty  minutes  film,  the  bladder  is  evenly  filled.  There  is  no 
dye  on  the  right  side.  The  radiologist  reports  that  there  is  no  X-ray 
evidence  of  the  right  kidney,  and,  if  it  has  not  been  removed  by 
nephrectomy,  it  may  be  congenitally  absent,  or  it  may  be  aberrantly 
situated  in  the  pelvis.  We  know  the  right  kidney  has  not  been  remove  . 

Well,  Dr.  W„  what  do  you  think  now? 

A  1  do  not  think  that  the  pain  is  renal  in  origin.  It  may  be 

referred  from  the  diaphragm  or  from  the  spine,  or  the  pain  ' 
pleural  in  origin,  or  muscular  in  the  wall  ol  the  abdomen, 
examined  the  patient  I  should  have  examined  the  spine ' 

Q.  1  did  examine  the  spine.  There  is  vtty  8  There 

the  spine  in  all  directions.  It  is  very  supple  and  it  is s  not  tend  .  T1 
is  no  clinical  evidence  of  spinal  disease.  If  you  had  been  given 
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opportunity  of  examining  the  patient  you  would  have  lound,  as  I  did, 
that  the  right  kidney  is  palpable,  and  it  appears  a  little  enlarged.  We 
can  therefore  exclude  the  radiologist’s  suggestion  that  the  right  kidney 


Fig.  54.  Intravenous  pyelogram  at  five  minutes.  No  dye  seen  on  right  side 


think"  mnv  9°ngemtaIly  absent  or  situated  in  the  pelvis.  What  do  you 

plasm  orTbye  iXtlon"  °"  ^  be  SUPP— d  *  a  neo- 

Q •  What  would  you  do  now? 

A.  Air  studies  to  exclude  a  renal  tumour. 

A  Ye^  d°  y°U  mean?  Perirenal  insufflation  of  air? 

:« ssxttz 
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A.  A  retrograde  pyelogram,  but  there  is  only  one  way  really  of 
establishing  the  diagnosis,  and  that  is  by  operation. 

Q.  Can  anyone  else  suggest  anything. 

A.  Mr.  T.  says:  Do  an  aortogram. 

Q.  What  does  an  aortogram  show  in  hypernephroma? 


Fig  55  Retrograde  pyelogram,  showing  right  ureter  filled  to  pelvi-ureteric 
junction,  and  two  round  shadows  of  dye,  ?  indicating  hydronephrosis. 


A  Miss  B.  says:  A  very  vascular  mass. 

q  in  hypernephroma  the  aortogram  will  show  typically  irregu- 
larky’ of  the  arteries  in  the  affected  part  of  the  kidney,  with  pooling: 
of  the  dye  in  the  arteries.  After  the  dye  has  been  excreted  from  the: 
healthy  part  of  the  kidney  it  will  remain  pooled  for  a  time  in  the  affected 
vessels.  It  may  also  show  an  irregular  renal  shadow,  due  to  the  tumour- 
The  patient  was  given  a  general  anaesthetic  and  a  retrograde  pyelogram 
and  an  aortogram  were  done.  The  retrograde  pyelogram  shows  the. 
right  ureter  filled  up  to  the  pelvi-ureteric  junction,  where  it  is  ci 
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Fig.  56.  Aortogram,  showing  normal  renal  arteries. 


F.o.  57.  Aortogram,  showing  right  kidney  larger  than  left. 


376  CASES  DEMONSTRATED  BY  QUESTION  AND  ANSWER 

by  a  stricture.  Some  ot  the  dye  was,  however,  forced  beyond  the 
stricture  and  two  round  shadows  can  be  seen  in  the  kidney,  which 
probably  indicate  some  degree  of  hydronephrosis  (see  Fig.  55).  The 
aortogram  shows  normal  renal  arteries  in  right  and  left  kidneys  (see 
Fig.  56)  and  the  right  kidney  shadow  is  larger  than  the  left  (see  Fig.  57). 
The  diagnosis  therefore  appears  almost  certainly  to  lie  between  tuber¬ 
culosis  of  the  kidney,  which  prevents  the  excretion  of  dye  in  the  intra¬ 
venous  pyelogram,  or  a  neoplasm,  and  in  view  of  all  the  features  of  the 


Fig.  58.  Tomogram  of  base  of  right  lung,  showing  cottage-loaf  shadow  at 
right  base  with  a  stalk  running  into  the  shadow  of  diaphragm. 

case  it  is  probably  renal  tuberculosis.  We  can  now  go  back  to  the 
X-ray  film  of  the  chest  and  see  if  we  can  get  any  further  help  there. 
Is  there  any  other  examination  you  would  like  of  the  chest? 

A.  Tomograms  of  the  shadows  at  the  right  base. 

Q.  Yes.  These  have  been  done  and  the  shadows  show  best  in 
cut  10  cm.  Here  it  is  (see  Fig.  58).  The  radiologist  suggests  four 
possible  diagnoses.  What  do  you  think  they  are,  Dr.  B.? 

A.  A  neoplasm  or  a  tuberculous  lesion. 

Q.  What  tuberculous  lesion  gives  rise  to  solid  isolated  circulai 
shadows? 
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A.  A  tuberculoma. 

0.  What  else  might  the  shadows  be,  Dr.  S.? 

A.  A  lipoma  attached  by  a  stalk  to  the  diaphragm. 

Q.  The  radiologist  did  not  suggest  this,  but  he  did  mention  the 
possiblity  of  a  sequestration  cyst  and  of  one  other  condition.  What 
do  you  think  it  was  ? 

A.  It  might  be  a  hamartoma. 

Q.  Yes.  A  hamartoma  is  a  tumour  composed  of  cells  derived 
from  the  various  embryonic  layers.  It  differs  from  a  teratoma  which 
is  thought  to  be  formed  by  division  of  a  totipotential  cell.  What  may 
a  hamartoma  in  the  lung  contain? 

A.  A  tooth. 

Q.  No.  It  only  contains  structures  normally  found  in  the  organ 
in  which  it  arises.  Where  is  the  hamartoma  of  lung  usually  situated? 

A.  In  the  periphery  rather  than  at  the  root. 

Q.  The  hamartoma  is  usually  solitary,  and  it  may  be  composed 
of  cartilage,  fibromyxomatous  connective  tissue,  epithelial  cells,  smooth 
muscle,  fibrous  tissue  and  tat.  The  cartilage  is  often  impregnated  with 
calcium,  when  it  gives  a  dense  X-ray  shadow,  resembling  that  of  a 
chondroma.  A  microscopical  examination  of  the  calcified  hamartoma, 
however,  shows  clefts  lined  with  epithelial  cells.  In  other  cases  the 
tumour  looks  like  a  fibroma  or  lipoma.  It  is  usually  impossible  to 
differentiate  radiologically  between  a  hamartoma,  tuberculoma  or 
carcinoma,  if  the  hamartoma  is  not  calcified.  What  does  the  word 
hamartoma  mean ?  Does  no  one  know?  It  is  derived  from  the  Greek 
word  afi7.pT a™,  which  means  I  fail,  or  I  fail  to  do  my  duty.  Albrecht 
used  this  word  to  indicate  that  the  tissue  cells  of  the  organ  failed  to 
develop  normally,  and  so  the  hamartoma  is  a  “  failure  tumour.”  In 
some  cases 'blood  vessels  dilate  to  fill  the  space  where  the  normal  tissue 
cells  should  develop,  and  an  angioma  results. 

tuberculoma°U  ^  W°rking  at  BromPton>  what  do  you  know  about  a 


A.  It  gives  a  dense  rounded  shadow  in  an  X-ray  film,  and  it  may 
be  the  only  evidence  of  tuberculosis  in  the  lung  radiologically.  SomJ- 
es  i  s  centre  caseates  and  it  may  then  communicate  with  a  bronchus 

yjsajr1 "  “  ”p“n'  °r  * 

Q.  That  is  good.  The  hamartoma  is  said  to  be  the  second  mnct  ™ 
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a  broncho-pulmonary  mass  which  is  dissociated  or  sequestrated  from 
the  normally  connected  bronchial  tree. 

Q.  That  is  right.  The  broncho-pulmonary  mass  may  be  composed 
of  solid  tissue,  which  gives  an  opaque  shadow  radiologically,  or  it 
may  contain  one  or  more  cysts,  or  it  may  be  bronchiectatic.  Clinically 
it  only  gives  rise  to  symptoms  if  the  cyst  or  bronchiectasis  is  infected, 
and  the  diagnosis  is  usually  only  made  at  operation  for  its  removal, 
when  it  is  found  that  it  is  supplied  by  an  abnormal  branch  from  the 
aorta.  In  our  case,  if  the  shadow  is  due  to  a  sequestration  of  lung, 
no  cyst  or  bronchiectasis  is  shown  on  tomography.  The  appearance 
of  a  pedicle  leading  down  to  the  diaphragm  may  be  a  point  in  favour 
of  sequestration. 

Now  Dr.  B.,  what  would  you  advise  doing? 

A.  Excise  the  kidney. 

Q.  The  genito-urinary  surgeon  has  advised  us  to  give  the  patient 
a  course  of  streptomycin  and  I.N.A.H.  for  two  weeks,  when  he  will 
repeat  the  retrograde  pyelogram.  If  the  condition  is  tuberculous 
the  stricture  at  the  pelvi-ureteric  junction  may  be  relieved  and  the  dye 
flow  more  easily  into  the  kidney.  She  is  having  this  treatment  now. 
Later  on  I  hope  to  let  you  know  what  the  correct  diagnosis  is.  There 
are  certain  points  which  we  should  consider  very  carefully.  1.  The 
nature  of  the  shadow  at  the  base  of  the  right  lung  is  uncertain.  If  it  is 
a  tuberculoma  it  would  favour  a  diagnosis  ot  renal  tuberculosis.  In 
my  experience  at  Brompton  for  over  thirty  years  l  have  very  rarely 
seen  renal  tuberculosis  as  a  complication  of  pulmonary  tuberculosis. 
Renal  tuberculosis  is  usually  secondary  to  infection  seated  in  a  caseating 
gland.  2.  The  aortogram  indicates  that  the  substance  of  the  kidney 
is  not  involved  by  a  pathological  process  sufficiently  to  disturb  the 
normal  pattern  of  the  intrarenal  arteries.  3.  The  only  definite  renal 
lesion  we  have  established  at  present  is  the  pelvi-ureteric  stricture,  with 
some  degree  of  hydronephrosis. 


The  repeat  retrograde  pyelogram  was  carried  out  two  weeks  later. 
The  catheter  could''  not  be  passed  further  than  the  pelvi-ureteric 
junction,  and  no  dye  could  be  forced  beyond  the  stricture  at  this  point 
The  genito-urinary  surgeon  advised  nephrectomy  altei  a  lint  ei 
of  streptomycin  and  I.N.A.H. 


Nephrectomy  was  performed  a  few  weeks  later.  The  right  kidney 
was  found  to  be  the  seat  of  a  carcinomatous  growth,  situated 
pelvis  and  involving  the  ureter  (see  Fig.  59)  The  growth  *  shown  as  a 
white  mass,  the  ureter  is  almost  completely  obstructed  at  the  pelv 


A  CASE  OF  LUMBAR  PAIN 


379 


"mnTfi'irip 

m/m  1  2 


T1 1 1 !!  II  |  |]T1  f  1 1 ITITTI I !  1 1 !  1 1 1 1 !  I  f  1 1 1 1 1 1 1 1 

3  1  41  1  S  S 


Fig.  59.  Right  kidney,  showing  white  mass  of  carcinoma  in  pelvis, 

and  hydronephrosis. 

ureteric  junction,  and  there  is  some  degree  of  hydronephrosis.  Micro¬ 
scopical  examination  showed  the  carcinoma  was  of  a  highly  malignant 

X-ray  examination  of  the  chest  now  showed  the  shadows  at  the 
right  base  had  increased  in  size,  suggesting  that  they  were  due  to 
secondary  carcinoma  of  the  lung. 


treahnentleofVitnhg  *!“  '“T3'  W3''d  ,he  pa,ient  was  sent  for  deep  X-ray 
treatment  of  the  lungs,  but  secondary  nodules  of  malignant  growth 

were  found  ,n  th e  skin,  and  so  all  further  treatment  wa!  abandoned 
^alSoma^  °f  "*  ""  ^  °f  ~  ^ith  prinwy 
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The  patient  I  am  going  to  ask  you  to  examine  this  afternoon  was 
brought  to  me  by  his  doctor  about  four  weeks  ago  as  a  suspected 
case  of  cerebral  tumour.  He  is  a  married  man,  sixty  years  of  age, 
employed  as  a  manager  in  a  showroom  in  an  establishment  in  the 
West  End  of  London,  not  far  from  here.  When  I  saw  him  the  chief 
symptoms  were  headache,  numbness  of  the  right  upper  arm,  slowness 
of  speech,  slowness  of  movement,  and  tiredness. 

I  will  ask  my  house  physician,  Dr.  J.,  to  read  out  his  account  of 
the  history  of  the  patient’s  present  complaint.  When  he  takes  so  much 
care  in  investigating  the  history  it  is  only  right  that  you  should  hear  it! 

Dr.  J.  reads:  “  About  two  months  ago  the  patient  went  to  a  football 
ground  in  London  to  watch  his  favourite  team,  and,  when  climbing 
some  steps,  put  his  left  foot  up  on  a  step  but  somehow  the  right  leg 
‘  did  not  follow,’  and  he  fell  flat  on  his  back.  Afterwards  there  was 
no  weakness  of  the  leg  and  he  was  able  to  walk  away.  A  month  later 
he  felt  vaguely  ill  and  went  home  early  from  work.  The  next  morning 
he  was  quite  normal,  but  after  being  up  for  about  fifteen  minutes  he 
had  a  sudden  onset  of  right-sided  headache,  and  pain  in  the  right  arm, 


right  side  of  the  body  and  right  leg,  together  with  numbness  all  over 
the  right  half  of  the  body.  He  said  that  he  felt  as  if  he  had  been 
‘  split  in  two.’  His  right  arm  and  right  leg  went  quite  limp,  in  addition 
to  the  pain  and  numbness.  He  stayed  in  bed  for  about  a  week,  during 
which  time  these  symptoms  gradually  abated,  leaving  him  with  a 
generalized  continuous  headache  of  mild  intensity,  somewhat  worse 
anteriorly  than  posteriorly,  and  with  a  residual  patch  of  numbness 
of  the  right  upper  arm,  from  the  shoulder  to  the  elbow. 

“  Since  his  week  in  bed  he  has  not  been  back  to  work.  He  has, 
however,  been  getting  up  and  sitting  in  the  garden.  The  headache 
and  numbness  are  still  present,  though  the  former  has  been  much 
milder  for  the  past  two  weeks.  He  has  also  developed  slowness  o 
speech  which  gradually  improves  as  he  goes  on  talking,  and  he  also 
finds  it  rather  difficult  to  remember  things.  He  is  not  able  to  concen¬ 
trate  for  long  and  he  cannot  be  bothered  reading. 

O  Thank  you.  Dr.  J.  What  about  the  past  history  . 

A  Dr.  J.  reads :  “  Seven  years  ago  he  had  an  operation  or 
bilateral  hernia.  Five  years  ago  he  coughed  up >  a  little  Wood  foi -nt 
days  An  X-ray  film  of  the  chest  was  taken,  which  showed  no  abnor 
Sty.  Six  months  later  he  coughed  up  blood  for  three  days  He 

was  taken  into  hospital  for  investigations,  and  he  saYs  that ‘  ‘  - 
abnormal  was  found.  Since  then  he  has  had  no  more  htemoptyses. 
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Q.  The  family  history  is  sometimes  of  value  as  certain  diseases 
tend  to  run  in  families,  such  as  diabetes  mellitus,  high  blood  pressure 
and  arteriosclerosis.  What  about  his  family  history,  Dr.  J.  ? 

A.  Dr.  J.  reads:  “  His  mother  died  of  cerebral  haemorrhage  and 
his  father  of  asthma.” 

Q.  Now,  Dr.  C.,  would  you  like  to  examine  the  patient  and  tell 
us  what  you  think  is  the  matter.  The  history  is  very  suggestive  of  the 
diagnosis,  as  you  doubtless  have  appreciated. 


Q.  You  have  had  half  an  hour.  Have  you  finished? 

A.  Yes. 

Q.  Well,  what  have  you  found? 

A.  The  patient  is  a  tall  man,  I  should  say  he  is  over  6  ft.  in  height 
and  he  weighs  1 1  st.  (stripped),  according  to  the  chart.  He  does  not 
look  well.  His  speech  is  slow  and  he  pauses  while  he  is  talking  and 
looks  vaguely  round  the  ward.  There  is  a  thick  fur  on  his  tongue. 
He  has  several  carious  teeth.  The  apex  of  the  heart  is  in  the  fifth  left 
space,  4  in.  from  the  mid-line.  The  aortic  second  sound  is  accentuated. 
There  are  no  murmurs.  The  brachial  arteries  are  thickened  and 
tortuous  and  the  outlines  of  the  right  brachial  artery  can  be  clearly 
seen  in  the  middle  of  the  upper  arm.  The  blood  pressure  is  high, 
250/160  mm.  Hg.  The  pulse  is  regular,  80.  The  lungs  are  normal. 

abdomen  ^  ^  palpable’  but  there  is  110  other  abnormality  in  the 

Q.  What  about  the  scars  of  the  hernia  operations? 

A.  They  are  soundly  healed.  I  felt  no  enlarged  glands. 

Q.  Is  there  any  enlargement  of  the  thyroid? 

A.  No. 

Q.  Have  you  tested  the  urine? 

^  T,lere  ls  a  trace  °f  albumin  but  no  sugar. 

(J.  Did  you  examine  the  rectum? 

A.  No. 

t  «—  —» t 

«l  ”  Wl“  ,0"  r°“"d  "l“  •-■•"""•J  U» 

A.  The  cranial  nerves  are  normal. 

Q-  What  about  the  pupils? 

*  think  they  are  normal. 

Q.  Dr.  W.  what  do  you  think  of  the  pupils? 

a.  1  he  right  pupil  is  small  and  slightlv  irreanlnr  xi  i  r 
is  of  medium  size  Thp  rirrnt  -i  ^  ^  rregular.  The  left  pupil 
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A 

Q 

A 
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Did  you  examine  the  fundi,  Dr.  C.? 

Yes.  There  is  papillcedema  in  both  eyes. 

Anything  else? 

1  think  there  is  some  retinal  arteriosclerosis. 

Did  you  see  any  haemorrhages  or  exudates? 

No. 

There  are  two  small  haemorrhages  in  the  left  fundus.  If 
you  examine  the  face  a  little  more  carefully  you  will  see  there  is 
weakness  of  the  muscles  of  the  lower  part  of  the  face  on  the 
right  side,  but  not  of  the  upper  part  of  the  face.  What  else  did 
you  find? 

A.  The  power  and  tone  of  the  skeletal  muscles  are  normal. 
There  are  no  sensory  changes.  The  tendon  reflexes  are  normal  in  the 
arms  and  legs;  the  abdominal  reflexes  are  present,  the  plantar  responses 
are  flexor.  There  is  slight  inco-ordination  in  the  finger-nose  test  on 
the  right  side.  The  gait  is  normal  and  there  is  no  Rombergism. 

Q.  The  chief  abnormalities  then  are  arteriosclerosis,  high  blood 
pressure,  a  small  and  sluggish  right  pupil,  bilateral  papilloedema,  retinal 
arteriosclerosis,  albuminuria,  slight  weakness  affecting  the  right  lower 
facial  muscles,  inco-ordination  of  the  right  arm,  and  a  general  slowing 
of  movement  and  of  cerebral  processes.  There  is  also,  1  noticed,  a 
tendency  to  accept  the  wrong  name  for  an  object.  What  do  you  think 
is  the  diagnosis? 

A.  1  think  he  may  have  a  cerebral  tumour  in  the  left  hemisphere, 
in  view  of  the  papillcedema  and  the  changes  on  the  right  side  of  the 
body.  The  facial  weakness  is  central  in  origin. 

Q.  Why  central? 

A.  Because  the  muscular  weakness  affects  the  lower  part  of  the 
face.  The  upper  part  of  the  face  is  usually  spared  in  supranuclear 
lesions  owing  to  a  bilateral  representation  ot  the  coitical  centres  tor 
the  upper  part  of  the  face. 

Q.  There  is  one  other  abnormality  which  you  have  not  mentioned, 
and  that  is  that  he  tends  to  drop  things.  What  are  the  three  classical 
features  of  a  cerebral  tumour? 

A.  Headache,  vomiting  and  papillcedema. 

Q.  The  headache  has  been  much  less  the  last  two  weeks  and  he 
has  not  vomited.  These  three  signs  are  all  indicative  of  raised  intra¬ 
cranial  pressure.  The  most  common  is  headache  which  is  said  to 
occur  in  80  per  cent  of  cases  of  cerebral  tumour,  whereas  the  three 
are  only  present  together  in  about  60  per  cent  of  cases.  What  is  the 

papillcedema  caused  by  pressure  of  the  cerebro-spinal  fluid 

in  the  sheath  of  the  optic  nerve.  The  central  vein  of  the  retina  thus 
becomes  obstructed  as  it  lies  in  the  optic  nerve. 
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Q.  Is  papilloedema  more  likely  to  be  present  with  some  tumours 
than  with  others? 

A.  It  depends  upon  the  position  of  the  tumour.  Papilloedema  is 
especially  frequently  met  with  in  cerebellar  tumours  or  in  tumours  of 
the  fourth  ventricle  or  temporo-sphenoidal  lobes. 

Q.  Now  Dr.  W.  we  will  return  to  what  you  noticed,  the  difference 
in  size  between  the  two  pupils.  What  do  you  think  is  the  cause  of  the 
right  pupil  being  smaller  than  the  left,  irregular  and  acting  sluggishly 
to  light? 

A.  The  most  likely  cause,  I  think,  is  an  attack  of  iritis  in  the  past 
which  has  been  followed  by  adhesions. 

Q.  Possibly,  or  it  might  be  due  to  an  old  injury.  Dilatation  of 
the  pupil  with  atropine  would  show  if  adhesions  are  present.  What  is 
the  name  applied  to  inequality  of  the  pupils. 

A.  Anisocoria. 

Q.  And  what  is  the  derivation  of  anisocoria? 

A.  I  think  aniso  means  unequal,  but  I  do  not  know  what  coria  is 
derived  from,  I  suppose  it  means  a  pupil. 

Q.  The  correct  Greek?  word  is  avioos  meaning  unequal.  Why 
is  a  pupil  called  a  pupil?  I  am  venturing  to  ask  you  this  simple 
question,  because  I  did  ask  an  eye  specialist  and  he  seemed  a 

little  contused  in  his  answer.  Dr.  W.,  you  are  very  learned 
tell  us.  ’ 


A.  The  Greeks  called  it  k6pv  which  means  a  maiden  or  a  doll 
because  they  noticed  that  if  a  person  looks  into  another’s  eye,  he  sees 
in  the  centre  of  the  eye  miniature  images. 

rJ;  Xf  uSome£  of  y°u  may  have  read  “Madame  Bovary,” 
stave  Flaubert  s  first  and  probably  best  novel.  If  so,  you  should 
remember  how  Dr.  Charles  Bovary  lay  in  bed  in  the  morning  and  looked 
into  the  eyes  of  his  second  wife,  Emma.  “  He  could  see  himself  imaaed 

womTbouT  hisfahedd°Wn  H  Sh°ulders’  the  handkerchief  which  he 

°r 

cause  inequality  of  the  pupils  ?  °U  ^  ^  US  What  condltlons 

A  m  a,Lthese  druSs  act  in  the  same  way  ? 

fibres  of  the  stlmu|a<e  the  parasympathetic 

them.  Cocaine,  wheT  aoDhed  ln,!,,  Plne  a"d  bellado""a  paralyse 
nerve  endings  in  the  dilatoTmuscle  of  fhpSt'mU,lateS  the  apathetic 
tone  of  the  circular  muscle  of  the  iris.  h  PUP'  ’  °f  ^  dePresses  the 
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Q.  Adrenaline  also  dilates  the  pupil  by  stimulation  of  the  sym¬ 
pathetic  nerve  endings.  What  else  causes  anisocoria? 

A.  Paralysis  of  the  cervical  sympathetic  causes  a  small  pupil. 
This  may  be  associated  with  enophthalmos,  narrowing  of  the  palpebral 
fissure  and  lack  of  sweating  on  the  same  side  of  the  face. 

Q.  1  think  we  have  discussed  Horner’s  syndrome  before,  the  most 
important  causes  are  thrombosis  of  the  posterior  inferior  cerebellar 
artery;  a  lesion  ot  the  cord  at  the  level  of  C.7  to  Th.l,  such  as  a  cord 
tumour,  syringomyelia,  disseminated  sclerosis  or  a  haemorrhage; 
cervical  pachymeningitis;  a  cervical  rib;  an  aortic  aneurysm;  a 
mediastinal  or  cervical  tumour;  apical  lung  carcinoma;  trauma;  or 
following  an  apicolysis  or  a  thoracoplasty.  What  other  causes  are 
there  of  unequal  pupils? 

A.  Stimulation  of  the  cervical  sympathetic  will  cause  dilatation  of 
the  pupil.  This  may  result  from  pressure  on  the  nerve,  before  it  is 
paralysed,  as  by  an  aneurysm  of  the  transverse  arch  of  the  aorta. 
Unequal  pupils  may  be  seen  in  nerve  diseases  such  as  tabes  dorsalis, 
general  paralysis  of  the  insane,  Friedreich’s  ataxia,  cerebellar  ataxia,  and 
cerebral  diplegia.  In  a  cerebral  haemorrhage  the  pupil  on  the  side  of 
the  lesion  may  be  dilated. 

Q.  Yes.  There  is  also  the  Markus  pupil  or  the  Adie  syndrome 
which  we  have  discussed  before.  The  affected  pupil  is  usually  larger 
than  the  other  one.  What  other  eye  lesions  may  cause  inequality  ot 
the  pupils? 

A.  In  acute  or  chronic  glaucoma  the  pupil  is  slightly  or  moderately 
dilated,  and  in  iritis  it  is  smaller  than  in  the  unaffected  eye. 

Q.  How  do  you  explain  this  difference? 

A.  I  do  not  know. 

Q.  What  do  you  say,  Dr.  M.? 

A.  In  iritis  the  vessels  of  the  iris  are  engorged,  which  results  in 
constriction  of  the  pupils,  but  in  glaucoma  the  increased  intraocular 
pressure  causes  an  emptying  of  the  vessels  ot  the  iris  and  the  pupil 


dilates. 

Q.  Ingenious,  but  probably  inaccurate. 


Can  you  think  of  any 


other  causes?  „  ,  ,  .  ,  ,, 

A.  Paralysis  of  the  parasympathetic  fibres  of  the  third  nerve  will 

cause  dilatation  of  the  pupil. 

0  And  what  conditions  give  rise  to  parasympathetic  paralysis  . 

A.  Lesions  of  the  nucleus  of  the  third  cranial  nerve  There  is 
usually  also  some  paralysis  or  paresis  of  the  external  ocular  muscles 


supplied  by  the  third  nerve. 

Q.  What  else? 

A.  An  aneurysm  pressing  on  the  trunk  ot  the 
Q.  There  are  other  causes  of  anisocoria  you 


third  nerve, 
should  remember; 
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one  is  a  glass  eye,  and  another  is  inequality  of  the  pupils  for  which 
no  cause  can  be  found,  and  lastly  anisocoria  may  be  congenital. 

Now  Dr.  C.,  as  you  think  this  is  a  case  of  cerebral  tumour,  will  you 
tell  us  what  investigations  you  require  to  confirm  your  diagnosis. 

A.  A  lumbar  puncture  to  see  if  the  pressure  of  the  cerebro-spinal 
fluid  is  increased,  and  an  examination  of  the  fluid  for  protein,  cells, 
Lange  colloidal  gold  curve  and  the  Wassermann  reaction. 

Q.  And  what  else? 

A.  An  electro-encephalogram,  and  an  X-ray  of  the  skull  to  see 
if  there  is  any  thinning  of  the  vault  of  the  skull,  any  beaten  silver 
appearance. 

Q.  Is  there  anything  else  you  would  like  while  we  are  about  it? 

A.  I  should  like  a  blood  Wassermann  reaction,  a  blood  count  and 
the  sedimentation  rate  of  the  red  cells. 

O.  We  will  see  whether  my  house  physician  also  thought  these 
investigations  should  be  done.  The  patient  has  only  been  in  hospital 
a  week.  The  temperature  has  been  normal,  and  the  pulse  80  to  90 
a  minute. 

To  the  house  physician:  What  results  have  you? 

A.  The  lumbar  puncture  was  done  two  days  after  admission. 
The  cerebro-spinal  fluid  was  clear,  pressure  160  mm.  of  C.S.F.,  and 
there  was  a  free  rise  and  fall  of  pressure  on  coughing  and  on  jugular 
compression.  The  laboratory  reports  are:  One  lymphocyte  per  c. mm. 
Wassermann  reaction  negative.  Protein  200  mg./ 100  c.c.  Globulin  in 
excess  (Pandy  test).  Chloride  655  mg./lOO  c.c.  Glucose  55  mg  / 
100  c.c.  Lange  0001221000. 


Q.  What  do  you  think  of  this,  Dr.  C.  ? 

A.  There  is  no  evidence  of  increased  intracranial  pressure,  which 
is  opposed  to  a  diagnosis  of  a  cerebral  tumour.  The  protein  content 
is  high  and  the  Lange  curve  suggests  a  mild  meningitic  reaction. 

Q.  Are  the  other  figures  within  normal  limits? 

A.  Yes,  the  chloride  and  glucose  are  normal. 

Q.  To  the  house  physician:  What  else  has  been  done? 
pp A-  The  electro-encephalogram  report  is  as  follows:  “The 
E.E.C.  was  slightly  abnormal.  Records  from  all  leads  were  rather 

9  c/sec  vias' seen  SS’FoUtthn  °CCaSi°nS  a  low  vol'age  alpha  rhythm  of 
V  .l  For  the  §reater  period  of  recording  the  dominant 

rhythm  consisted  of  low  voltage  18-22  c/sec.  waves.  No other Tnlfi 

bnorraV.i,vf0rTSheWerhe  There  Was  evidence  of  a  ylofai 
abnormality.  The  abnormality  ,s  a  mild,  generalized  non-specific 


elsetve^ou?  ^  °PP°Sed  ‘°  3  diagn°sis  Cerebral  tumour.  What 
J.J„h:X-ray  °f  ,he  Sku">  Sir-  sh™s  no  definite  abnormality. 
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Q.  And  what  about  the  blood  count,  the  blood  Wassermann 
reaction  and  the  sedimentation  rate  of  the  red  cells? 

A .  The  Hb.  is  84  per  cent,  White  cells  6,000  per  c.mm,  polymorphs. 
64  per  cent,  lymphocytes  24  per  cent,  monocytes  12  per  cent.  The 
blood  Wassermann  reaction  is  negative,  and  the  E.S.R.  is  12  mm./ 

1  hour  (Westergren). 

Q.  There  you  are,  Dr.  C.,  and  what  is  your  diagnosis  now? 

A.  1  do  not  think  there  is  enough  evidence  to  diagnose  a  cerebral 
tumour. 

Q.  But  what  about  the  evidence  which  points  to  a  lesion  in  the 
left  cerebral  hemisphere? 

A .  It  might  possibly  be  a  vascular  neoplasm  in  view  of  the  increased 
protein  content  of  the  cerebro-spinal  fluid. 

Q.  How  would  you  proceed  to  investigate  this? 

A.  1  think  a  left-sided  cerebral  arteriogram  might  be  helpful. 

Q.  This  has  not  been  done.  What  else  might  account  for  his 
ill  health? 

A.  The  symptoms  may  be  due  to  cerebral  arteriosclerosis  and 
cerebral  softening. 

Q.  Yes.  He  has  a  high  blood  pressure  and  arteriosclerosis,  but, 
if  so,  how  would  you  explain  the  papillcedema?  You  had  better 
think  this  over.  Have  you  any  other  diagnosis  to  suggest? 

A.  In  view  of  the  arteriosclerosis  and  albuminuria,  he  may  be 
suffering  from  chronic  uraemia. 

Q.  Yes,  I  think  that  is  a  good  suggestion  and  it  will  have  to  be 
followed  up.  There  is  one  other  investigation  we  have  done  in  the 
week  he  has  been  in  hospital,  and  that  is  an  X-ray  film  of  the  chest 
in  view  of  the  history  of  haemoptysis.  This  does  not  show  any  abnor¬ 
mality  and  so  the  haemoptysis  may  have  been  associated  with  an 
increased  blood  pressure. 

In  a  week  or  so  we  will  look  at  the  patient  again  and  see  what 
else  has  been  found  out. 

****** 

Since  we  last  saw  this  patient  two  weeks  ago,  on  June  2nd,  there 
have  been  some  alarming  episodes.  On  June  3rd,  at  midnight,  he  had 
an  attack  of  vomiting  and  became  very  irrational.  The  blood  pressure 
was  260/155  mm.  Hg.,  pulse  100.  An  intramuscular  injection  of 
mg.  15  hexamethonium  bromide  was  given  and  in  twenty  minutes  the 
pressure  fell  to  210/140  mm.  Hg.  and  the  patient  was  talking  more 
sensibly.  A  further  mg.  10  of  hexamethonium  bromide  was  then 
injected  intramuscularly,  and  the  blood  pressure  fell  in  a  quarter  of 
an  hour  to  195/125  mm.  Hg.  with  a  pulse  of  80.  Next  morning  he  was 
very  drowsy,  very  slow  in  movement,  and  did  not  pay  much  attention 
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to  attempts  to  rouse  him.  The  blood  pressure  had  risen  to  230/130  mm. 
Hg.  He  vomited  in  all  16  oz.  during  the  night.  Two  days  later  he  was 
better  and  said  he  was  feeling  well,  but  the  pressure  was  240/150  mm. 
Hg.  On  June  9th  he  was  sufficiently  well  to  walk  round  the  ward,  but 
a  day  later  he  was  again  very  drowsy.  The  patient  was  now  examined 
by  an  eye  specialist  who  considered  the  retinal  changes  were  due  to 
hypertension.  He  found  papillcedema  more  on  the  right  than  on  the 
left,  with  spastic  arteries,  and  soft  retinal  exudates.  He  could  not 
explain  the  raised  protein  content  of  the  cerebro-spinal  fluid. 

On  June  11th  the  patient  was  practically  unconscious,  and  he  was 
incontinent.  He  was  given  30  c.c.  of  20  per  cent  saline  intravenously 
with  no  apparent  effect.  On  June  12th  he  was  still  unconscious,  with 
mucus  in  the  trachea— the  death  rattle.  The  eye  specialist  saw  him 
again  on  June  13th  and  found  papilloedema  1 -5D  in  the  right  eye  and 
0-5D  in  the  left  eye.  He  still  considered  the  fundus  picture  was  that  of 
hypertension. 


To-day  is  June  16th  and  as  you  see  he  is  lying  in  bed  in  a  semi- 
comatose  condition;  he  can  only  be  roused  with  great  difficulty  and 
he  does  not  speak.  What  do  you  now  think,  Dr.  C.,  is  the  cause  of  his 
illness,  and  his  rapid  deterioration. 

A.  He  may  be  suffering  from  uraemia. 

Q.  How  would  you  decide  whether  he  is  ? 

A.  The  urine  contains  a  trace  of  albumin,  it  should  be  examined 
tor  casts,  and  the  blood  urea  should  be  determined. 

Q.  To  the  house  physician:  Have  we  these  results  ? 

,A'  2.eS’ ,Slr-  The.  urine  contains  a  few  hyaline  and  granular 
casts.  The  blood  urea  is  26  mg./lOO  c.c.  5 

Q.  There  is  probably  some  renal  damage,  benign  renal  arterio- 
clerosis  associated  with  the  essential  hypertension,  but  if  he  were 
dymg  of  unemia  the  blood  urea  would  be  much  higher.  Now  Dr  W 
looking  back  on  the  history  of  the  case,  and  following  the  course  of  the 
dlness,  what  do  you  think  is  the  most  likely  diaenosis? 

n  HfuebrJal  arterl0scler°sis  with  cerebral  softening 
What  do  you  mean  by  softening? 

h;emorrh/geenerat'Ve  Cha"geS  the  brai"  sec°ndary  to  thrombosis  or 

a  more  severe  one  the  next  da/when  he  felt  ■"  Tt’  3nd 

probably  some  more  severe  ones  in  h  ^  i  !  Sp  11  ln  two’  and 
of  unconsciousness.  The  lesions  annp/'f3  Wlen  he  had  the  attacks 
left  side  of  the  brain.  Does  anv?P  v  °  ^aVe  ^een  chiefly  on  the 
attention  to  what  he  calls  “  The  Little  Strokes”  ?  ^  reCently  drawn 
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No  answer. 

Q.  Dr.  Walter  C.  Alvarez,  Professor  of  Medicine  of  the  University 
of  Minnesota  has  written  about  them.  He  said  he  had  ransacked  the 
literature  trying  to  find  a  good  description  of  the  common  syndrome 
in  which  a  man  or  woman  dies  over  the  course  of  ten  or  twenty  years 
with  a  series  of  little  strokes.  He  could  not  find  what  he  was  looking 
lor  anywhere.  I  have  his  paper  here.  He  says  a  man  may  have  two 
or  three  little  strokes  in  the  fifties  and  not  die  until  he  is  over  eighty, 
living  as  a  sort  of  feeble-minded  child  for  thirty  years;  or  a  man  or 
woman  dies  over  the  course  of  twenty  years  with  a  series  of  little 
strokes. 

The  pathologist  sees  evidence  of  them  frequently  in  the  post-mortem 
room,  there  are  little  black  spots  in  the  brain,  and  some  larger  ones  which 
must  have  produced  during  life  a  dizzy  spell,  or  a  transient  weakness 
of  some  muscles,  or  a  great  change  in  character.  Many  people  peter 
out  with  one  little  stroke  after  another.  Many  of  the  thromboses 
occur  at  night,  when  the  blood  pressure  is  lowest.  Attacks  of  vomiting 
are  very  frequent  with  the  occurrence  of  a  little  stroke,  followed  for  a 
day  or  so  by  a  feeling  of  confusion  and  loss  of  balance.  Mental 
deterioration  often  ensues.  This  is  a  little  of  what  Alvarez  has  written 
about  little  strokes — you  should  always  bear  them  in  mind,  and  1 
think  that  this  patient  is  succumbing  to  a  series  of  strokes,  the  first 
two  of  which  were  comparatively  minor  episodes. 


When  I  examined  the  patient  again  on  June  21st  he  showed  a  left 
hemianopia,  possibly  homonymous.  There  was  left  hemiparesis, 
flaccid,  with  bilateral  extensor  plantar  responses.  It  was  not  possible 
to  test  the  sensory  side.  The  clinical  picture  now  suggested  a  right 
cerebral  haemorrhage.  During  the  following  week  the  coma  giaduall> 
deepened  and  death  occurred  on  July  3rd,  five  and  a  half  weeks  aftei 
admission,  and  three  months  after  the  original  stroke. 

The  post-mortem  examination  showed  areas  of  haemorrhage  and 
softening  in  the  brain.  The  surface  of  the  brain  was  very  oedematous. 
The  vessels  showed  marked  atheroma.  In  the  right  frontal  lobe,  in 
the  region  of  the  motor  area,  there  was  an  area  of  hemorrhage  and 
softening  1  in.  in  diameter,  and  \  in.  below  the  surface.  In  the  right 
parietal  region  there  was  a  similar  area  of  haemorrhage  and  softening, 
i  in.  in  diameter  adjoining  the  surface,  and  in  the  left  paneto-occipital 
region  there  was  an  area  of  haemorrhage  and  softening  1*  in. 
diameter.  Section  showed  central  areas  of  necrotic  brain  and  blood 
clot  surrounded  by  several  punctate  haemorrhages  and  numerous 
compound  granular  corpuscles.  The  kidneys  were  congested  The 
capsule  stripped  easily  leaving  a  smooth  surface.  Sections  s  owe  w 
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marked  hypertensive  changes  with  fibrinoid  degeneration  of  the 
arterioles  and  thickening  of  the  medium  sized  arteries  from  elastosis 
and  fibrosis.  Several  glomeruli  showed  hyaline  fibrosis.  The  heart 
weighed  18  oz.  It  was  moderately  enlarged  due  to  left  ventricular 
hypertrophy,  the  coronary  arteries  showed  mild  atheroma.  The  valves 
and  chambers  appeared  normal. 

The  previous  hcemoptyses  were  explained  by  finding  bilateral 
basal  bronchiectasis. 


A  CASE  OF  BLOOD  IN  THE  URINE 

The  patient  in  No.  1  bed  comes  from  India,  but  as  he  speaks  little 
English,  scarcely  more  than  “  Yes  ”  and  “  No,”  we  are  fortunate  in 
having  with  us  this  afternoon  Dr.  R.  from  Calcutta,  who  will  help  us 
in  extracting  the  details  of  the  patient’s  illness. 

Q.  Dr.  B.,  where  do  you  come  from? 

A.  From  Australia — Melbourne. 

Q.  Where  is  that?  On  the  East  Coast? 

A.  No.  It  is  in  the  South. 

Q.  Will  you  examine  the  patient  while  we  look  at  a  few  X-ray 
films. 

*  ♦  *  *  *  ♦ 

Q.  Now  Dr.  B.  tell  us  the  history  you  have  obtained  with  Dr.  R.’s 
help. 

A.  The  patient  is  forty  years  old.  He  has  been  in  England  a 
year,  working  as  a  kitchen  porter  in  a  restaurant;  before  that  he  served 
as  a  stoker  for  fifteen  years  in  the  British  Indian  Merchant  Service. 
He  had  malaria  two  years  ago,  and  at  this  time  he  also  had  jaundice 
and  passed  dark  urine.  Two  years  ago  he  had  an  operation  on  his 
left  eye.  For  the  past  few  months  he  has  noticed  lassitude,  shortness 
of  breath,  palpitations  and  cramps  in  the  legs.  He  has  suffered  no 
pain.  He  thinks  he  has  lost  a  little  weight,  but  he  does  not  know  how 
much. 

Q.  What  does  this  history  suggest? 

A.  Anaemia. 

Q.  Amongst  other  things,  such  as  heart  trouble  or  tuberculosis. 

What  may  cause  cramps  in  the  legs? 

A.  Deficient  circulation  due  to  arteriosclerosis  or  arterial  obstruc¬ 
tion,  or  anemia. 

Q.  What  else? 

A.  They  may  be  a  symptom  of  tetany  or  of  peripheral  neuritis. 

Q.  Are  there  any  other  causes? 

A.  They  are  said  to  occur  in  cholera,  and  in  hot  climates  due  to 
salt  loss  by  excessive  sweating. 

Q.  They  are  also  sometimes  met  with  in  cachetic  conditions  due 
to  tuberculosis  or  chronic  nephritis.  Apart  from  these  causes  1  have 
seen  some  cases  in  which  cramps  are  relieved  by  calcium  although 
the  blood  calcium  figure  is  normal.  What  was  wrong  with  his  eye . 

A.  He  has  pterygium  in  the  left  eye. 

Q.  What  is  this? 
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A.  A  simple  affection  of  the  conjunctiva,  which  may  grow  over 
the  cornea  and  interfere  with  vision. 

Q.  What  is  the  name  derived  from? 

A.  1  do  not  know. 

Q.  Why  is  the  pterygoid  bone  called  pterygoid  ? 

A.  It  is  shaped  like  a  wing. 

Q.  The  Greek  word  Trrepvg  means  a  wing.  Is  pterygium  a 
common  condition? 

A.  Not  in  England.  In  England  it  is  usually  seen  in  people  much 
exposed  to  the  weather,  such  as  cab  drivers.  It  is  more  common  in 
hot,  dry  and  dusty  climates. 

Q.  Do  you  know  anything  else  about  it? 

A.  It  is  usually  found  on  the  nasal  side  of  the  eye.  It  is  probably 
a  degeneration  of  the  conjunctiva,  and  in  the  early  stages  it  is  red  and 
vascular. 

Q.  What  happens  later? 

A.  It  becomes  paler  and  fibrous.  It  tends  to  recur  after  removal. 

Q.  How  do  you  know  so  much,  doctor  ? 

A.  I  have  studied  eyes  for  a  diploma! 

Q.  What  else  did  you  find  ? 

A.  The  patient  looks  ill,  but  is  not  wasted.  He  appears  apathetic. 
There  is  no  icterus  of  the  conjunctive.  The  buccal  mucous  membrane 
is  pale,  and  there  are  some  pigmented  patches  on  it.  He  has  his  own 
teeth  and  there  is  some  gingivitis. 

Q.  Did  you  find  any  pus  between  the  teeth  and  gums'? 

A.  No. 

Q.  Did  you  press  the  gums  with  your  fingers  and  see  if  you  could 
express  any  pus? 

A.  No. 

Q.  Well,  he  has  been  seen  by  our  dental  surgeon  and  he  pressed 
out  a  considerable  amount  of  pus  between  the  gums  and  teeth  What 
is  this  condition  called? 

A.  Pyorrhoea  alveolaris. 

Q.  Whose  disease  is  this?  Who  described  it? 

No  answer. 

Q.  Does  no  one  know?  Dr.  R.,  you  come  from  Calcutta  I  am 
sure  you  know. 

A.  Rigg's  disease. 

Q.  Yes.  That  is  right.  What  about  the  tongue9 

A.  It  is  furred. 

Q •  Is  it  smooth? 

A.  No. 

Q.  Did  you  notice  anything  else  about  the  tongue •> 

A.  No.  & 
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Q.  Dr.  P.,  look  at  the  tongue.  What  do  you  see? 

A.  The  tongue  is  rather  pale;  it  is  smooth  and  the  fur  has  a 
yellowish  tinge. 

Q.  Yes.  What  else  did  you  find.  Dr.  B.? 

A.  There  are  no  enlarged  glands.  There  is  no  koilonychia. 

Q.  What  does  that  suggest? 

A.  It  he  is  anaemic  the  anaemia  is  probably  not  a  simple  achlorhydric 
one  with  iron  deficiency. 

Q.  What  else  did  you  find  ? 

A.  The  spleen  is  not  enlarged.  The  liver  is  palpable  two  fingers’ 
breadth  below  the  costal  margin.  The  heart  is  enlarged,  the  apex 
is  f  in.  outside  the  mid-clavicular  line.  There  is  a  soft  systolic  murmur 
heard  all  over  the  praecordium  and  conducted  towards  the  mid-axilla. 

Q.  What  is  the  cause  of  the  murmur? 

A.  It  is  probably  a  haemic  one  due  to  anaemia. 

Q.  Yes,  dilatation  of  the  heart  may  occur  in  severe  anaemia, 
without  hypertrophy.  This  is  especially  likely  in  children.  The 
haemic  systolic  murmur  is  soft,  it  is  often  heard  better  at  the  base 
than  at  the  apex,  and  it  varies  with  change  in  position,  with  breathing 
and  with  exercise.  Is  there  a  venous  hum  in  the  neck — a  bruit  de 
diable  ? 


A.  No. 

Q.  We  have  talked  about  bruit  de  diable  before  (see  “  Applied 
Medicine,”  p.  120).  It  is  a  continuous  venous  hum  heard  over  the 
jugular  veins  in  anaemia.  Laennec  described  it  in  1829,  but  he  thought 
it  arose  in  the  arteries.  What  is  the  blood  pressure? 

A.  100/60  mm.  Hg. 

Q.  What  else  did  you  find  ? 

A.  The  percussion  note  is  impaired  over  the  bases  of  the  lungs 
and  there  are  some  crepitations. 

Q.  What  is  this  due  to? 

A.  There  is  some  oedema  of  the  bases.  There  is  no  oedema  o 
the  legs.  The  central  nervous  system  is  normal.  The  tendon  reflexes 
are  normal,  but  I  was  uncertain  about  the  sensation  tests  because  o 
the  language  difficulty. 

Q.  Did  you  test  the  urine?  . 

A.  Yes.  It  contains  albumin  and  blood.  There  is  no  bile. 

Q.  Do  you  mean  bilirubin? 


A. 


Q- 

A. 

Q- 

A. 

Q- 


Yes. 

Did  you  test  for  urobilinogen? 


here  is  no  urobilinogen.  Is  there  much  albumin? 

„  trace  on  boiling.  .  .  A 

here  was  no  blood  found  in  the  urine  on  admission,  and 
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Q- 

A. 

Q • 

A. 


was  only  first  detected  after  the  patient  had  been  in  hospital  for  ten 
days.  It  was  then  found  in  a  specimen  passed  in  the  afternoon.  How 
did  you  test  for  blood  ? 

A.  By  the  guaiacum  test. 

Q.  What  is  guaiacum? 

A.  It  is  a  resin  obtained  from  guaiacum  wood. 

Q.  What  is  the  other  name  for  guaiacum  wood? 

No  answer. 

Q.  Do  you  mean  to  say  that  you  have  come  all  the  way  from 
Australia  and  you  don't  know  the  other  name  for  guaiacum  wood.  It 
is  lignum  vitae.  What  does  lignum  vitae  mean?  Does  no  one  know? 
The  tree,  I  believe,  comes  from  tropical  America  and  the  wood  is  very 
hard  and  durable.  Lignum  is  the  Latin  for  wood. 

What  do  you  think  is  the  cause  of  the  blood  in  the  urine?  Has 
he  acute  nephritis? 

A.  No.  I  think  a  basis  of  anaemia  will  explain  all  the  findings. 
How  do  you  exclude  acute  nephritis? 

There  is  no  oedema  and  the  blood  pressure  is  not  raised. 

What  else  would  you  want  to  know? 

The  urine  should  be  examined  for  casts,  and,  with  acute 
nephritis  there  would  probably  be  oliguria. 

Q.  No  casts  have  been  found,  and  he  is  passing  about  40  oz.  of 
urine  daily.  Do  you  think  the  anaemia  is  due  to  the  blood  in  the  urine? 
A.  It  might  be,  but  I  do  not  think  there  is  any  renal  tumour. 

Q.  What  investigations  would  you  ask  for,  if  you  were  my  house 
physician  and  were  trying  to  establish  the  diagnosis? 

A.  First  a  blood  count. 

„  .  Qn  nH»T  !t  'S:  Hb'  53  per  Cent>  Red  ceIls  2  8  millions  per  c.mm., 
Lf.’,,  ?"  corPuscular  hemoglobin  concentration  27  per  cent 
White  cells  2,600  per  c.mm.,  polymorphs.  47  per  cent,  lymphocytes 
32  per  cent,  monocytes  15  per  cent,  eosinophils  6  per  cent  There  is 
hypochromia,  with  slight  macrocytosis,  anisocytosis,  poikilocytosi 
an^polychromas.a.  Reticulocytes  23-5  per  cent,  What  doe's  this 

A.  There  is  a  severe  antemia,  with  iron  deficiency,  as  the  mean 

32  toU38Uper  ceT®  concentrati°n  is  below  the  normal  limits  of 

Q.  What  does  the  reticulocytosis  indicate? 

A.  Excessive  blood  formation  in  the  bone  • 

cells  being  poured  out  into  the  circulation  immature 

Q •  Under  what  conditions  does  it  occur9 

or  red  with  ** 

stages  of  the  treatment,  if  the  liver  preparation  "PoZl  nVcours 
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also  with  intravenous  iron  in  severe  cases  of  iron  deficiency  anaemia. 
It  is  also  found  after  a  severe  haemorrhage,  if  the  tissues  respond  well. 
A  more  or  less  permanent  reticulocytosis  may  occur  in  cases  of  chronic 
blood  destruction,  such  as  congenital  or  acquired  acholuric  jaundice, 
or  sickle  cell  anaemia,  if  the  haemopoietic  function  of  the  marrow  is 
well  preserved. 

Q.  This  patient  has  had  no  treatment  for  the  anaemia,  so  the 
reticulocytosis  is  not  due  to  treatment.  In  acholuric  jaundice,  or 
haemolytic  icterus  as  it  is  often  called,  some  degree  of  jaundice  is 
usually  apparent  clinically.  Further,  spherocytes  are  usually  found 
in  the  blood  and  the  fragility  of  the  red  cells  is  increased.  In  this  case 
the  fragility  of  the  red  cells  is  normal,  and  there  are  no  spherocytes 
and  no  sickle  cells.  It  is  possible  therefore  that  the  reticulocytosis  is 
due  to  the  loss  of  blood  in  the  urine.  This  would  be  particularly 
likely  to  occur  if  the  loss  of  blood  were  intermittent.  The  cause  of  the 
loss  of  blood  in  the  urine  seems  to  be  obscure.  What  other  investiga¬ 
tions  do  you  want? 

A.  An  X-ray  of  the  kidney. 

Q.  Why?  Do  you  think  he  has  a  stone?  There  is  nothing  in  the 
history  to  suggest  this.  What  futher  examination,  Dr.  R.,  do  you  want 
done  on  the  urine? 

A.  A  microscopical  examination  to  see  if  the  condition  is  one 


of  hematuria? 

Q.  What  else  might  it  be? 

A.  Hemoglobinuria. 

Q.  It  is  a  case  of  hemoglobinuria.  The  urine  showed  the  presence 
of  methemoglobin.  Dr.  R.,  as  the  patient  comes  from  India,  what 
do  you  think  is  the  most  likely  cause  of  the  hemoglobinuria? 

A.  Blackwater  fever. 


Q.  If  you  look  at  the  temperature  chart  you  will  see  there  is  no 
fever,  and  an  examination  of  the  blood  shows  no  malarial  parasites. 
Dr.  R.  replies:  Malarial  parasites  are  not  always  found  in  black- 

water  fever.  # 

Q.  What  sort  of  anemia  do  you  think  is  present  here,  Dr.  B. . 

A.  A  hemolytic  anemia. 

Q.  By  a  hemolytic  anemia  you  mean  an  anemia  caused  by 
increased  blood  destruction.  How  many  red  cells  are  normally 

destroyed  every  second  ? 

A.  I  think  about  10  millions. 

n  in  many  acute  hemolytic  anemias  the  anemia  is  due  not  only 
to  hemolysins,  but  the  toxic  agent  may  interfere  with  the  normal 
formation  of  red  cells  in  the  bone  marrow.  There  are  several  other 
factors  which  may  be  at  work  in  hemolytic  anenuas.  The  spleen  may 
cause  excessive  destruction  of  the  red  cells,  the  red  cells  may  be 
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clumped  by  isoagglutinins,  which  cause  them  to  be  destroyed  by  the 
normal  buffeting  processes,  and  the  hemolysins  may  so  affect  the  red 
cells  that  they  are  acted  on  by  complement.  When  the  haemolysis 
occurs  very  rapidly  the  haemoglobin  cannot  be  converted  into  bilirubin 
and  haemoglobinuria  results  without  obvious  jaundice.  Further,  if 
the  haemoglobin  in  the  plasma  rises  to  about  40  mg./lOO  c.c.  the 
haemoglobin  is  decomposed  into  haematin  and  globin.  The  haematin 
then  combines  with  the  plasma  albumin  and  forms  methaemalbumin. 
Methaemalbumin  is  not  excreted  by  the  kidney  owing  to  the  size  of  its 
molecule,  and  is  dealt  with  by  the  liver  and  excreted  in  the  faeces  as 
coproporphyrin  III.  What  is  coproporphyrin  III? 

A.  Coproporphyrin  is  porphyrin  found  in  faeces.  I  do  not  know 
what  the  III  is. 

Q.  What  is  porphyrin  ? 

A.  There  are  several  pigments  called  porphyrins  which  occur  in 
plants  and  animals.  Coproporphyrin  is  chiefly  derived  from  foods, 
but  some  of  it  is  formed  in  the  intestines  from  bilirubin. 

Q.  And  what  about  the  III ? 

No  answer. 


Q.  Well,  as  you  know,  or  as  you  do  not  know,  the  porphyrins 
contain  four  pyrrole  nuclei  linked  in  a  ring.  Coproporphyrin  Type  I 
and  Type  III  are  isomers  depending  on  the  position  in  the  ring  of  the 

CHoCH2.COOH  radicles.  What  laboratory  tests  indicate  increased 
blood  destruction? 

A.  An  excess  of  urobilinogen  in  the  feces. 

Q.  What  is  the  normal  amount  of  urobilinogen  in  the  feces? 

Mr.  S.,  you  have  just  passed  your  physiology  examination,  what  do 
you  say? 

A.  Up  to  300  mg.  in  the  twenty-four  hours. 

hi  ,  S'  ,-i  Y,eS'  .■  ^  1?  aPProximate|y  correct,  and  with  increased 
blood  destruction  the  figure  may  rise  to  2,000  mg.  in  twenty-four  hours 

An  increase  of  bilirubin  in  the  blood  and  of  urobilinogen  in  the  urine 
"ion  °Whatd  oth2  ^  hat'C  meffic,ency  and  not  increased  blood  destruc- 
hteniolysis?1  h  ^  °CCUr  the  bl°°d’  Dr'  B"  with  acute 
A.  Hiemoglobimemia  and  methaemalbuminamia 
Q.  How  can  methsmalbumin  be  detected  in  the  blood  •> 

A.  Spectroscopically. 

h  £Jr,Sr;,n  rr  “  “■ 1 ***** 

test  is  uspH  tu*  c  •  S  present  ln  small  amounts  Schumm’s 

ammonia  are  added.  After  shaking  ^  f  drops  of 

yellow-green  zone  of  the  spectrum.’  The  p^rhaTbe^xamin^d 
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in  this  case  and  methemalbumin  is  present.  Now  we  know  that  the 
patient  has  an  acute  hemolytic  anaemia  with  hemoglobinuria,  we  should 
be  able  to  establish  the  diagnosis  fairly  easily  by  a  process  of  exclusion. 
What  are  the  causes  of  hemoglobinuria,  Dr.  B.? 

A.  Chemical  substances  such  as  quinine,  arsine  and  certain 
sulphonamides,  particularly  sulphanilamide,  Sulphapyridine  and 
Sulphadiazine. 

Q.  Hemoglobinuria  has  also  been  recorded  after  the  intravenous 
injection  of  Myanesin,  during  anesthesia,  to  relax  muscle  spasm. 
What  is  another  cause? 

A.  A  mismatched  blood  transfusion. 

Q.  And  what  else? 

A.  Allergy  to  broad  beans,  which  is  known  as  Fabism. 

Q.  The  bean  is  the  vicia  fciba.  The  hemoglobinuria  may  result 
from  inhaling  the  pollen  or  from  eating  the  beans.  It  is  met  with  in 
Sicily,  Sardinia  and  Southern  Italy.  It  has  also  been  described  in 
America.  And  what  is  the  next  big  group? 

A.  Blackwater  fever. 

Q.  This  is  an  important  cause,  but  what  else  is  there? 

A.  The  paroxysmal  hemoglobinurias. 

Q.  How  are  they  subdivided  ? 

A.  The  cold  hemoglobinurias.  The  hemoglobinuria  occurs 
when  the  patient  is  exposed  to  cold,  and  the  patient  is  usually  suffering 

from  congenital  syphilis.  .  . 

Q  An  attack  may  be  induced  by  immersing  the  feet  in  ice-cold 

water  for  ten  minutes.  Whose  test  is  this?  Does  no  one  know?  It  is 

the  Rosenbach  test. 

To  H.P.  Has  this  test  been  done? 

A.  No  Sir. 

What  other  test  is  there?  It  seems  to  be  better  known. 

The  Donath-Landsteiner  reaction. 

What  is  this?  t  .  . 

A  It  is  an  in  vitro  test.  The  serum  or  plasma  contains  a  lysin 

which  unites  with  the  red  cells  only  when  the  blood  is  cooled.  The 
autohtemolysin  acts  as  an  amboceptor,  and,  on  warming  the  blood, 
complement  unites  with  the  red-cell-amboceptor  complex  and  the 
red  cells  are  htemolysed.  The  test  is  performed  in  a  test  tube. 

n  Some  cases  of  cold  htemoglobinuria  have  been  recorded  in 
which  there  is  no  evidence  of  syphilis  and  the  Donath_Landstemer 
reaction  is  negative,  but  the  Rosenbach  test  is  positive  The  red  cells 
appear  to  show  an  increased  susceptibility  to  mechanical  Uaurn^ 
produced  by  centrifugalization  with  glass  bead  . 
cause  of  hemoglobinuria? 

A.  Exercise. 


Q 

A 

Q 

A 
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n  Yes,  in  some  people  physical  exertion,  or  standing  in  a  position 
of  lordosis,  results  in  hemoglobinuria.  It  occurs  almost  entirely  in 
males  between  the  ages  of  ten  and  twenty  years.  It  is  perhaps  analogous 
to  postural  albuminuria,  it  is  benign  and  the  patient  grows  out  ol  it. 
Dr.  W.,  give  us  another  cause  of  hemoglobinuria. 

A.  5  The  pigment  in  the  urine  may  be  myohemoglobin,  derived  from 
the  muscles,  as  in  the  crush  syndrome  which  was  met  with  in  air-raid 
casualties. 

Q.  Are  there  any  other  varieties  of  myoglobinuria? 

A .  There  is  paroxysmal  myoglobinuria  or  paralytic  myoglobinuria. 

Q.  What  do  you  know  about  this? 

A.  Paralytic  myoglobinuria  occurs  in  horses,  especially  when 


they  are  taken  out  for  exercise  after  resting.  The  horse  passes  dark 
urine  containing  myoglobin,  and  there  is  weakness  or  paralysis  of  the 

hmd  '^s'  ..J1  has/]so  been  recorded  in  man,  and  at  autopsy  the  muscles 
are  white  like  fish  flesh.” 


Q.  A  condition  known  as  Haffkrankheit  was  described  in  1937 
occurring  in  East  Prussia,  in  Konigsberg.  It  is  characterized  by 
muscular  weakness  and  myohtemoglobinuria.  It  was  thought  to  be 
ue  o  eating  fish,  especially  eels,  poisoned  by  certain  cellulose  trade 
effluents  containing  pine  tree  resin,  poured  out  from  the  two  cellulose 
lactones  into  a  water  inlet  of  the  Baltic.  The  German  word  “  Huff" 
means  a  gulf  or  inlet  sea,  and  “  Krcmkheit  ”  is,  of  course  illness  or 
disease.  Konigsberg  is  situated  on  the  river  Pregel  It  is  about  five 

The  Haffis  int°  which  the  P-ge.  discharges  its  wafer 

The  Half  is  lormed  by  a  long  and  very  narrow  strip  or  tongue  of  find’ 

running  parallel  to  the  coast,  and  between  it  and  the  sea  Tislomed 
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to  land  at  one  end  and  open  to  the  sea  by  a  narrow  inlet  at  the  other 
end.  This  peculiar  strip  of  land  is  called  Nehrung  and  it  is  thirty  miles 
long  (see  Fig.  60).  The  water  in  Frisches  Haff  is  probably  brackish. 

Later,  an  outbreak  occurred  in  Sweden,  and  this  was  considered  to 
be  due  to  eating  fish  which  contained  some  substance  inactivating 
vitamin  B^.  It  is  therefore  possible  that  intravenous  injections  of 
vitamin  B!  might  cure  the  condition,  which  bears  a  resemblance  to  the 
Chastek  paralysis  occurring  in  silver  foxes  fed  on  certain  raw  fish, 
which  is  cured  by  injection  of  vitamin  B^ 

We  can  exclude  all  these  causes  of  hemoglobinuria  in  this  case, 
except  possibly  the  variety  of  cold  hemoglobinuria  in  which  there  is 
no  evidence  of  syphilis  and  in  which  the  Donath-Landsteiner  test  is 
negative.  What  do  you  suggest  as  a  possible  cause  here,  Dr.  B.? 

A.  It  may  be  a  case  of  Lederer’s  anemia. 

Q.  You  talk  very  glibly  of  Lederer’s  anemia.  Who  is  Lederer 
and  when  did  he  describe  his  anemia? 

A.  I  am  afraid  I  do  not  know. 

Q.  Max  Lederer  of  Brooklyn,  New  York.  I  have  his  paper  here. 
The  reference  is  Journ.  Amer.  Med.  Sci.,  1925,  170,  500.  It  is  entitled 
“  A  form  of  acute  hemolytic  anemia  probably  of  infective  origin.” 
Three  cases  are  described,  characterized  by  a  sudden  onset,  with  fever, 
leucocytosis  and  severe  anemia.  The  blood  picture  resembles  that  of 
pernicious  anemia.  Lederer  thought  the  behaviour  of  the  disease 
suggested  an  infection  with  a  selective  action  on  the  reticulo-endothelial 
system.  A  rapid  cure  was  effected  in  each  case  by  a  single  blood  trans¬ 
fusion.  When  the  pathologist  reported  on  the  blood  in  our  case  he 
suggested  Lederer’s  anaemia  as  a  possible  diagnosis,  but  there  are  certain 
objections.  What  are  they? 

A.  There  is  no  fever  in  this  case. 

Q.  And  what  else? 

A.  In  Lederer’s  anaemia  there  is  usually  a  leucocytosis  of  20,000 
to  40,000  per  c.mm.,  with  some  myelocytes  or  myeloblasts.  Here  there 
is  leucopenia.  Nucleated  red  cells  are  often  present  in  the  blood  in 
Lederer’s  anaemia,  but  they  are  not  found  here. 

Q.  It  is  now  thought  that  Lederer’s  anaemia  is  due  to  the  presence 
of  a  haemolysin,  and  the  blood  has  to  be  very  carefully  matched,  in¬ 
cluding  a  Coombs  test  before  the  transfusion  is  given.  Dr.  M.,  you  are 
a  haematologist.  What  do  you  know  about  the  Coombs  test? 

A.  It  was  introduced  by  Coombs,  in  association  with  Mourant 
and  Race  in  1925.  They  carried  out  the  research  work  in  Cambridge, 
in  connection  with  haemolytic  disease  of  the  newborn  and  Rh  incom- 
patability.  The  test  was  devised  to  detect  “  incomplete  ”  Rh  anti¬ 
body,  which  differs  from  true  Rh  agglutinin  as  it  fails  to  agglutinate  the 
red  cells  which  it  sensitizes,  but  yet  it  is  an  important  cause  of  disease. 
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By  this  test,  red  cells  which  are  sensitized  by  weak  agglutinin  or  in¬ 
complete  ”  antibody,  can  be  made  to  agglutinate  strongly.  Coombs 
started  with  the  idea  that  sensitized  red  cells  have  adsorbed  antibody 
globulin  at  some  points  on  their  surface,  and  that  an  anti-human- 
globulin  serum  would  react  with  this  and  cause  agglutination. 

Q.  Tell  us  some  more  about  the  test.  There  is,  I  believe,  a  direct 
and  indirect  test. 

A.  Yes.  The  direct  test  is  used  for  demonstrating  the  antibody 
globulin  adsorbed  to  the  red  cells,  the  indirect  test  for  showing  the 
presence  of  “  incomplete  ”  antibodies  in  the  serum. 

Q.  What  is  the  direct  Coombs  test? 

A.  The  patient’s  red  cells  are  washed  three  times  in  saline  to 
remove  any  trace  of  plasma  proteins,  and  they  are  then  mixed  on  a 
slide  with  the  Coombs  reagent.  If  any  antibody  globulin  is 
adsorbed  on  the  red  cells  agglutination  will  occur,  and  the  test  is 
positive. 

Q.  What  is  the  Coombs  reagent? 

A.  It  is  rabbit  anti-human-globulin,  and  is  prepared  by  immuni¬ 
zing  a  rabbit  with  serum  from  a  group  O  person,  or  with  purified 
globulins. 

Q.  What  happens  then  if  the  direct  test  is  positive? 

A.  The  patient’s  red  cells,  which  have  on  their  surface  adsorbed 
antibody  globulin,  agglutinate,  because  they  become  connected  to¬ 
gether  by  the  antibody  in  the  rabbit's  serum.  Haemolysis  usually 
follows  agglutination  as  a  secondary  effect. 

Q.  When  is  the  direct  Coombs  test  positive? 

A.  In  acquired  acholuric  jaundice,  or  as  it  is  now  called,  idio¬ 
pathic  hcemolytic  anaemia,  the  direct  Coombs  test  is  positive,  indicating 
that  the  abnormality  lies  in  the  red  cells  and  not  in  the  serum.  The 
direct  Coombs  test  is  also  positive  in  haemolytic  disease  of  the  newborn, 
mismatched  blood  transfusions,  in  haemolytic  anaemia  due  to  cold 
haemagglutinins  in  virus  pneumonia,  in  cold  haemoglobinuria,  and  in 
symptomatic  haemolytic  anaemia  occurring  in  conditions  such  as 
Hodgkin  s  disease,  leukaemia  and  cirrhosis  of  the  liver.  The  direct 
Coombs  test  is  negative  in  congenital  acholuric  jaundice  which  is  also 
known  as  congenital  haemolytic  anaemia. 

Q.  What  is  the  indirect  Coombs  test? 

The  patient  s  serum  to  be  tested  is  incubated  with  normal  red 
cells  of  known  group  at  37°  C.  for  one  hour.  The  cells  are  then  washed 
ree  times  and  mixed  with  the  Coombs  reagent,  as  in  the  direct  test 

i  the  patient  s^e  T  been  sensiti“d  by  adsorption  of  antibodies 

reatnr  rs  hev  hT;agg  0^0uUrS  °n  mixing  with  the  Coombs 
reagent,  as  they  become  connected  by  the  antibody  in  the  rabbit's 
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Q.  What  is  the  indirect  test  used  for? 

A.  For  detecting  “incomplete”  Rh  antibody,  and  for  detecting 
in  haemolytic  anaemia  the  presence  of  antibody  in  the  serum. 

Q.  Thank  you  very  much,  Dr.  M.,  I  hope  you  all  understand  it. 
What  else  causes  acute  haemolytic  anaemia  with  haemoglobinuria? 

A.  Paroxysmal  nocturnal  haemoglobinuria. 

Q.  What  is  another  name  for  it? 

A.  The  Marchiafava-Micheli  syndrome. 

Q.  Marchiafava  and  Micheli’s  descriptions  in  Italy  date  back  to 
1911  and  1931,  but  Paul  Strubing  in  Germany  gave  an  excellent  account 
of  it  in  1 882  which  has  been  largely  overlooked.  Gull  in  1 866  described 
a  case  in  the  Guy's  Hospital  Reports,  which  he  thought  was  due  to  cold. 
He  called  it  a  case  of  intermittent  haematinuria,  but  it  showed  clearly 
the  picture  of  nocturnal  haemoglobinuria.  If  you  are  interested  in  the 
subject  you  should  look  up  the  historical  review  by  W.  H.  Crosby 
published  in  Blood,  1951,  6,  270.  Striibing  was  far  in  advance  of  his 
times,  and  he  suggested  that  the  nocturnal  occurrence  was  due  to  the 
accumulation  of  C02  and  the  sluggish  circulation  during  the  night,  a 
view  which  was  ignored  for  fifty  years.  The  disease  is  somewhat  rare. 
The  last  example  I  had  was  a  woman,  a  patient  in  this  hospital.  My 
house  physician,  J.  Marks,  was  sufficiently  interested  to  write  subse¬ 
quently  a  review  of  the  condition  in  the  Quarterly  Journal  of  Medicine. 
The  reference  is  1949,  N.S.18,  105.  He  collected  76  cases  in  the  litera¬ 
ture.  Crosby  quoted  123  cases  up  to  January  1950.  What  are  the 
characteristic  features  ? 

A.  The  periodical  passage  by  night  of  dark  urine  containing 
haemoglobin.  The  urine  passed  by  day  is  either  free  from  haemoglobin 
or  contains  it  in  much  smaller  amounts.  There  is  also  anaemia  with 
leucopenia.  The  urine  contains  haemosiderin  granules,  either  inter¬ 
mittently  or  perpetually. 

Q.  To  H.P.  Has  the  urine  in  this  case  been  tested  for  haemo¬ 
siderin? 

A.  Yes,  Sir.  It  contains  haemosiderin. 

Q.  When  this  patient  was  first  admitted  to  hospital  there  was  no 
blood  in  the  urine,  as  I  said  before,  and  the  only  obvious  abnormality 
was  the  anaemia.  The  presence  of  a  haemolytic  anaemia  with  leucopenia 
should  have  suggested  the  diagnosis  of  nocturnal  haemoglobinuria. 
When  the  blood  was  first  found  in  the  urine  it  was  in  an  afternoon 
specimen,  and  it  was  not  until  a  few  days  later  that  the  nocturnal  rhythm 
was  appreciated.  What  do  you  know  about  paroxysmal  nocturnal 

haemoglobinuria  clinically,  Dr.  B.? 

A.  It  most  commonly  affects  people  between  the  ages  ot  twenty 
and  thirty  years.  Crises  may  occur  with  increased  anaemia,  muc 
haemoglobinuria,  and  pain  in  the  back  or  abdomen.  There  may  be 
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slight  jaundice.  The  anaemia  is  usually  constantly  present,  the  haemo- 
globinuria  being  intermittent. 

Q.  To  H.P.  What  is  the  blood  bilirubin  figure  in  this  case? 

A.  1 -8  mg./lOO  c.c. 

Q.  This  is  only  slightly  raised  above  the  normal  maximum  of 
0-8  mg./lOO  c.c.  Do  you  know  anything  about  the  cause  of  the  disease? 

A.  It  is  now  thought  to  be  due  to  an  abnormality  of  the  patient’s 
red  cells,  so  that  they  become  sensitive  to  small  amounts  of  haemolysin 
normally  present  in  serum. 

Q.  Some  work  has  been  done  on  the  structural  constitution  of 
the  haemoglobin  in  the  red  cells  by  electrophoretic  studies,  and  it  has 
been  shown  that  whereas  in  sickle  cell  anaemia  the  haemoglobin  is 
structurally  abnormal,  it  is  normal  in  nocturnal  hemoglobinuria. 
There  appears  to  be  some  change  on  the  surface  of  the  red  cells  which 
renders  them  unduly  sensitive  to  small  amounts  of  hemolysin.  The 
Coombs  test  is  negative  in  this  case  indicating  there  is  no  antibody 
globulin  or  hemolysin  adsorbed  on  the  red  cells,  and  the  defect  probably 
lies  in  the  envelope  of  the  cells.  Further,  if  normal  red  cells  are  trans¬ 
fused  into  the  patient  they  survive  for  a  normal  time.  If  the  patient’s 

red  cells  are  transfused  into  a  normal  person  a  number  of  them  are 
rapidly  destroyed. 

We  said  just  now  that  Strubing  suggested  that  the  nocturnal  occur¬ 
rence  ot  the  hemoglobinuria  was  due  to  the  blood  becoming  acid 
during  sleep.  What  do  you  know  about  this? 

There  is  the  acid  serum  test  of  Ham,  which  shows  that  in  vitro 
ie  patient  s  red  cells  are  unduly  sensitive  to  hemolysins  in  acidified 


Q.  To  H.P.  What  is  the  result  of  the  test  here? 

A.  It  is  positive,  Sir. 

Q.  Is  there  any  objection  to  this  test? 

No  answer. 

Q.  Mcllvainie  and  Beard  in  1951  found  that  the  venous  blood  nH 
was  generally  more  alkaline  during  sleep,  and  they  believe  the  nocturn^ 
htemolytte  process  is  not  due  to  increased  acidity  per  T  Z  ! 
lished  this  paper  in  Blood,  195]  6  936  y  '  iheypub- 

We  found  the  pH  of  the  venous  blood  was  7-1  at  I  a  m  anH  7  .  . 
frA  of  venous^hlood  °is  »**•• 

a^ugh  Z  *  -S 

Heglin  and  “"Five  chcCof1St|USed  •"  dise3Se'  ,he  heat  ,est  of 

dry  lube  under  paraffin  and  allowidT'T  *  blood  are  pi"  a  d«rn 

»e  Marchiaffiva-Micheb 
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per  100  c.c.  of  blood  are  haemolysed  in  six  hours.  Normal  red 
cells  show  little,  if  any,  haemolysis.  In  other  haemolytic  diseases  the 
haemolysis  is  usually  below  50  mg./ 100  c.c.  We  have  done  this  test  and 
you  can  see  the  tube  containing  the  patient’s  blood  and  a  control  with 
normal  blood.  In  the  patient’s  blood  there  is  a  broad  zone  of  haemo¬ 
lysis  above  the  red  cells,  and  the  reading  is  540  mg.  of  haemolysed 
haemoglobin  per  100  c.c.  The  control  shows  hardly  any  haemolysis. 
There  seems  little  doubt  therefore  that  this  is  a  case  of  nocturnal 
haemoglobinuria.  What  treatment  would  you  recommend? 

A.  Alkalis  have  been  given. 

Q.  In  some  cases  after  a  temporary  improvement  the  condition 
appears  to  be  worse.  All  forms  of  treatment  are  very  unsatisfactory, 
including  alkalis,  prostigmine  and  pilocarpine,  and  there  is  a  grave 
risk  of  thrombosis  occurring  in  varying  parts  of  the  body.  Temporary 
improvement  may  follow  intravenous  injection  of  saline-washed  red 
cells,  on  the  assumption  that  there  is  some  substance  in  the  plasma 
which  causes  haemolysis.  Death  is  likely  to  occur  within  a  few  years 
of  the  diagnosis  being  made,  either  from  anaemia,  infection,  or  throm¬ 
bosis  of  the  portal  vessels  or  of  those  supplying  the  central  nervous 

system. 
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The  patient  in  bed  7  is  a  single  woman,  twenty-two  years  of  age, 
who  works  as  a  machinist  of  men’s  clothes.  She  was  admitted  to 
hospital  here,  about  three  weeks  ago,  on  account  of  an  attack  of 
severe  abdominal  pain,  seven  weeks  before  admission,  with  slight 
recurrences  since  then.  The  pain  came  on  in  the  middle  of  the  day, 
while  she  was  at  work,  and  gradually  became  worse.  She  called  in 
her  general  practitioner  after  she  had  been  vomiting  for  two  days. 
She  told  him  she  had  been  constipated  for  three  days  and  the  abdominal 
pain  was  still  present.  The  doctor  found  no  localizing  signs  in  the 
abdomen,  and  the  pulse  and  temperature  were  normal.  The  urine  was 
dark,  but  no  abnormal  constituents  were  found  in  it.  Next  day  her 
condition  was  much  the  same,  the  pulse  was  80,  temperature  normal, 
there  was  slight  tenderness  in  the  right  iliac  fossa,  and  some  pain  in  the 
right  knee.  The  doctor  considered  two  possible  diagnoses,  subacute 
appendicitis  or  right  obturator  hernia.  Pain  now  developed  in  the  left 
thigh  and  knee,  which  appeared  to  rule  out  the  diagnosis  of  right 
obturator  hernia,  and  the  patient  was  admitted  to  a  hospital  near  her 
home,  where  a  normal  appendix  was  removed. 

The  abdominal  pain  was  not  noticed  for  a  few  days  after  the  opera¬ 
tion,  but  it  has  recurred  periodically  since.  It  is  intermittent,  often 
lasting  only  a  few  minutes  and  resembling  the  pain  of  intestinal  colic. 

patient  usually  knows  when  the  pain  is  coming  on  as  it  is  ore 
ceded  by  waterbrash,  a  salty-tasting  saliva  filling  the  mouth  a  few 
minutes  before  the  onset  of  the  pain.  The  pain  is  widely  distributed 
over  the  abdomen,  and  does  not  radiate  to  the  back  or  groins  She 
has  never  had  anything  like  this  before,  and  she  was  not  taking  any 
drugs  before  the  pain  began.  Her  periods  are  regular  and  not  pahtfuf 
There  has  been  no  disturbance  of  micturition  The  nnh?' 

Wenh  nkn7S  °nf  iS  Chicke"-P°*  at  the  age  of  three.  *  P  °US 

and'let  me'know  Itt'^finf^  Wi"  ~  ‘he  - 

interestedly eXamineS  'he  P3tient  While  We  ,ook  apparently  dis- 
Q •  What  have  you  found  ? 

is  mentahy  ^l^rt1  and  ^nTwers  Questions  feaddy^Th!  ^  ^  She 

face  and  shoulders.  She  is  tJ  Thtre  1S  acne  on  the 

weight  recently.  There  is  no  cyanosis."’  ^  °°kS  3S  ‘f  She  haS  lost 
Q •  How  much  does  she  weigh? 

I  do  not  know. 
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Q.  The  weight  on  the  temperature  chart,  which  I  noticed  you 
looked  at,  is  6  st.  2  lb.  Three  years  ago  she  weighed  8  st.  10  lh.  She 
thinks  that  she  has  lost  a  good  deal  of  weight  during  the  last  four 
weeks.  What  else  did  you  find? 

A.  The  mucous  membranes  appear  slightly  anaemic,  and  she  is 
rather  pale.  The  teeth  are  bad,  many  of  them  are  decayed,  and  some 
have  broken  off  near  the  gum.  The  tongue  is  slightly  furred.  There 
are  no  enlarged  glands.  The  heart  is  not  enlarged  and  there  are  no 
murmurs.  The  pulse  is  110,  regular.  The  blood  pressure  is  120/70 
mm.  Hg.  The  chest  is  normal  and  there  is  no  clubbing  of  the 
fingers. 

Q.  And  what  about  the  abdomen? 

A.  There  is  a  recent  appendix  operation  scar,  which  appears 
soundly  healed.  The  abdominal  movement  is  good,  there  is  no  tender¬ 
ness,  no  rigidity  and  I  can  feel  nothing  abnormal. 

Q.  Does  she  still  complain  of  abdominal  pain? 

A.  I  have  not  asked  her. 

Q.  Have  you  still  abdominal  pain,  Miss  V.? 

A.  Yes,  a  little  vague  discomfort  all  over  my  stomach.  I  had  an 

attack  of  pain  again  yesterday,  but  it  was  not  nearly  so  bad  as  the  first 


one. 

Q- 

A. 
Q • 

A. 

Q- 

A. 

Q- 

A. 

Q- 


Well,  Dr.  R.,  is  that  all  your  examination? 

Yes. 

Have  you  examined  the  urine? 

No. 

Have  you  seen  a  specimen? 

No. 

Is  there  a  specimen  available,  Sister  ? 

Yes  Sir. 

o  The  clerk  has  tested  it.  He  has  written  in  his  notes  that  it 
contains  no  albumin,  no  blood  and  no  sugar.  What  do  you  think  is 

the  matter  with  the  patient  ?  r 

A.  I  think  she  has  had  an  attack  of  intestinal  colic. 

Q.  Did  you  examine  the  legs  ? 

A.  No. 

Q.  What  about  the  nervous  system  . 

A.  The  cranial  nerves  are  normal. 

%,  Reexamines  ’"he  legs,  tests  the  knee-jerks  and  ankle-jerks  and 

says  they  are  normal  of  ripheral  neuritis? 

Qa  no  She  has  no  pain  in  the  legs,  there  ,s  no  tenderness  m  the 

™fS  You 'did'not'test  fortnsory  changes,  I  noticed.  Well,  then, 
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do  you  think  this  is  just  a  case  of  intestinal  colic,  cause  unknown,  cure 
none? 

A.  It  might  be  due  to  intestinal  allergy. 

Q.  Yes,  that  is  a  good  suggestion.  I  remember  seeing  a  nurse 
here  who  had  several  attacks  of  acute  pain  in  the  right  iliac  fossa.  I 
was  asked  to  see  her  as  a  surgeon  wanted  to  remove  her  appendix. 
She  had  an  attack  of  pain  when  I  was  asked  to  examine  her  and  I 
noticed  that  her  face  was  swollen,  around  and  especially  under  the  eyes. 
She  told  me  that  she  had  noticed  the  swelling  of  her  face  in  previous 
attacks,  and  this,  of  course,  at  once  gave  the  clue  to  the  diagnosis  of 
angio-neurotic  oedema  and  saved  her  from  an  unnecessary  operation. 
There  has  been  no  history  of  angio-neurotic  oedema,  however,  in  this 
case.  After  your  somewhat  incomplete  examination  you  said  you 
found  no  evidence  of  neuritis,  but  you  probably  remember  that  she  had 
symptoms  suggesting  neuritis  in  both  legs  during  the  first  acute  attack. 
Does  that  suggest  anything? 

A.  She  might  have  lead  colic. 

Q.  I  suppose  that  is  possible,  but  there  is  no  history  of  exposure 
to  lead  at  her  work.  If  you  think  she  may  have  lead  poisoning  what 
tests  do  you  want  done? 

A.  An  examination  of  the  blood  to  see  if  there  is  any  punctate 
basophilia. 

Q.  Here  is  the  blood  count: — Red  cells  4-5  millions  per  c.mm., 
Hb.  90  per  cent,  C.I.  1  -0,  White  cells  5,500  per  cm,  polymorphs! 
51  per  cent,  lymphocytes  43  per  cent,  monocytes  6  per  cent.  The  red 
cells  aie  normal  in  size  and  shape  and  there  is  no  punctate  basophilia. 

What  furthei  examination  would  you  want  if  you  still  suspect  lead 
poisoning? 

A.  Examination  of  the  urine  for  lead. 


Q.  How  much  lead  must  be  present  in  the  urine  to  be  diagnostic 
ot  poisoning  or  of  excess  excretion? 

A.  I  am  afraid  I  don’t  know. 

Q.  The  figure  usually  accepted  is  more  than  0-3  mg.  lead  ner 
htre  of  urine.  We  have  talked  about  the  diagnosis  of  lead  poisoning 
before  about  the  blue  line  on  the  gums  and  who  described  it,  so  w l 
^0t  rnt°  1  lat  again  ^see  "  Applied  Medicine,”  p.  457) 

of  imestinaUoUch?  r  eXamination  do  ^  want-  if  y°“  suspect  attacks 
A-  A  barium  meal  and  a  barium  enema 

thought  Necessary  "to^do^a  bfen. done  it  is  normal.  It  was  not 
now?  y  a  banUm  enema'  Wha‘  do  you  think 

A.  I  think  she  may  have  attacks  of  spasm  of  the  colon  „nH  ir 
barium  enema  had  been  done  it  might  have  shown  a  spasticcilon 
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Q.  How  would  you  treat  her  then? 

A.  I  should  prescribe  some  antispasmodic  drugs. 

Q.  What  would  you  choose? 

A.  1  should  try  her  first  with  a  mixture  containing  gr.  5  of  sodium 
bromide,  m.  1\  to  10  of  tincture  of  belladonna  and  gr.  15  of  sodium 
bicarbonate,  to  be  taken  three  times  a  day  before  meals. 

Q.  And  it  this  does  not  work  what  other  antispasmodic  could 
you  use? 

A.  Belladenal  tablets. 

Q.  What  are  they? 

A.  They  are  put  up  by  Sandoz  I  think,  and  contain  Bellafoline 
and  phenobarbitone. 

Q.  Yes.  Each  tablet  contains  mg.  0-25  Bellafoline  and  mg.  50 
phenobarbitone.  What  is  supposed  to  be  the  advantage  of  Bellafoline 
over  atropine? 

A.  They  are  both  obtained  from  fresh  belladonna  leaves,  but 
Bellafoline  is  more  potent  being  free  from  the  inactive  dextrorotatory 
isomers. 


Q.  This  sounds  very  learned,  you  must  be  a  chemical  physician; 
you  will  be  talking  about  milli-equivalents  next.  Are  there  any  other 
antispasmodics? 

A.  I  have  seen  Banthine  used  in  hospitals  and  Pro-Banthine. 

Q.  What  is  Banthine? 

A.  I  do  not  know. 

Q.  It  is  described  as  methantheline  bromide.  Pro-Banthine  is 
said  to  have  a  similar  anticholinergic  action,  to  be  more  potent  and  to 


have  less  marked  or  no  side  effects.  What  is  the  dose? 

A.  Banthine  is  put  up  in  mg.  50  and  Pro-Banthine  in  mg.  15  tablets. 
One  or  two  are  taken  three  or  four  times  a  day  before  food. 

Q.  We  did  not  have  the  barium  enema  done  because  we  have 
diagnosed  the  cause  of  the  trouble  without  it.  Have  you  any  other 
suggestions  or  do  you  want  any  other  investigations  done  as  a  shot  in 
the  dark.  I  hope  not— you  should  only  ask  for  an  investigation  for  a 

definite  purpose.  ,  ,,  ,  ,  .  . 

A.  As  her  teeth  appear  so  bad  1  think  she  should  have  denta 

treatment  and  the  teeth  should  be  X-rayed  first. 

Q.  Are  you  suggesting  the  attacks  of  abdominal  pain  are  due  to 

bad  teeth  ?  , 

A.  No,  but  they  may  be  interfering  with  her  general  health. 

O  To  H  P  Have  the  teeth  been  X-rayed  ? 

A  Yes  Sir  Here  are  the  films  and  the  report There  is  an 

abscess  at  the  apex  of  3/.  A  portion  of  the  roots  of  7/ 
alveolar  margin.  There  is  a  pulp  stone  m  the  pulp  cavity  of  p, 
there  may  be  a  pulp  stone  in  /8. 
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Q.  Well,  Dr.  R.,  there  is  some  dental  sepsis  which  should  be 

treated.  What  is  a  pulp  stone? 

A.  1  do  not  know. 

Q.  Neither  do  I,  perhaps  someone  does. 

A.  Dr.  S.  says  that  a  pulp  stone  is  a  round  or  cylindrical  opacity 
in  the  pulp  chamber  or  root  canal.  It  is  most  often  seen  in  elderly 
people. 

Q.  You  must  have  read  a  radiology  book,  or  are  you  a  dentist? 
What  do  you  think  is  the  cause  of  her  abdominal  pain,  Dr.  R.  ?  Iam 
sorry  to  appear  to  be  so  persistent,  but  we  must  solve  the  problem. 
There  was  one  word  in  the  history  I  read  to  you  which  provides  the 
clue.  Just  one  little  word.  What  was  it? 

A.  I  have  no  idea. 

Q.  Well,  I  will  ask  someone  else.  What  would  you  do,  Dr.  P.  ? 

A.  I  should  like  to  see  the  urine  and  to  have  it  examined  micro¬ 
scopically. 

Q.  Why? 

A.  She  may  have  attacks  of  renal  colic  and  the  urine  may  contain 
blood  or  oxalate  crystals. 

Q.  Yes.  That  is  a  good  suggestion,  I  have  seen  three  patients, 
two  women  and  one  man,  with  recurrent  attacks  of  abdominal  pain, 
usually  with  flatulent  distension  of  the  colon,  which  have  been  mistaken 
for  colitis,  but  which  were  associated  with  oxaluria.  How  do  you 
explain  the  connections  between  the  oxaluria  and  the  colonic  symptoms  ? 

A.  It  has  been  suggested  that  the  colonic  symptoms  are  due  to 
fermentation  of  carbohydrates  in  the  large  intestine.  Normally  starch 
is  digested  before  it  reaches  the  caecum.  It  is  said  that  this  may  lead  to 
oxaluria,  but  I  do  not  know  why. 

Q.  Neither  do  I.  Here  is  the  urine.  What  do  you  notice  on  naked 
eye  examination? 

A.  It  is  dark. 


Q.  Yes.  That  is  the  key  word.  When  I  read  out  the  history  I 
read, ,“  The  urine  was  dark,  but  no  abnormal  constituents  were  found 
in  it  ’  The  dark  colour  was  therefore  presumably  not  due  to  blood  or 
to  bile.  What  may  cause  dark  urine? 

A.  The  commonest  cause  is  concentration  due  to  sweating  or  to 
diminished  fluid  intake.  It  is  also  noticed  that  after  a  hot  bath  at  night 
he  urine  passed  first  thing  in  the  morning  is  more  concentrated  than 


Q.  The  colour  of  the  urine  was  described  as  that 

my  house  physician.  What  does  port  wine  coloured 
you? 


of  port  wine  by 
urine  suggest  to 


A.  The  patient  may  have  been  taking 
which  causes  porphyria. 


some  drug,  such  as  sulphonal. 
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Q.  1  told  you  in  the  history  that  she  denied  taking  any  drugs. 
Sulphonal  is  very  rarely  used  now,  but  there  are  other  drugs  which 
may  cause  porphyria.  At  any  rate  we  should  consider  porphyria 
further.  What  else  may  cause  the  urine  to  be  dark  brown  or  reddish, 
besides  blood,  bile,  hot  baths  and  porphyrins? 

A.  I  believe  some  people  pass  red  urine  after  eating  beetroot. 

Q.  Yes.  That  is  so  and  if  the  urine  is  acid  it  is  red  after  taking 
Pyridium.  Dr.  P.,  what  do  you  now  suggest  is  the  diagnosis  in  this 
case? 

A.  I  think  probably  the  patient  is  subject  to  attacks  of  idiopathic 
porphyrinuria  or  as  it  is  usually  called,  porphyria. 

Q.  The  urine  has  been  examined  several  times  for  porphyrins  and 
they  have  been  found.  As  you  know  the  urine  in  porphyria  may  be  of 
normal  colour  when  passed  and  darken  to  a  brown  or  red  shade  on 
standing.  The  pigment  can  be  detected  spectroscopically.  The  pre¬ 
cursor  of  porphobilin  is  porphobilinogen.  It  can  be  distinguished 
from  urobilinogen  chemically  by  the  Watson  and  Schwartz  test.  You 
can  see  the  test  here.  In  one  tube  is  the  patient’s  urine,  in  the  other  is 
urine  from  another  patient  which  contains  urobilinogen.  When 
Ehrlich’s  reagent,  para-dimethyl-aminobenzaldehyde,  is  added  to  each, 
a  red  colour  is  produced.  You  will  find  various  descriptions  of  how  the 
test  is  done  in  different  books,  but  here  is  the  original  paper  ( Proc .  Soc. 
Exp.  Biol,  and  Med.,  1941,  47,  393).  “Equal  parts  of  urine  and 
Ehrlich's  reagent  are  mixed  in  a  test  tube.  To  this  mixture  is  then 
added  an  equal  volume  of  a  saturated  aqueous  solution  of  sodium 
acetate.  A  few  c.c.  of  chloroform  are  then  added  and  the  solutions  are 
thoroughly  mixed.  The  aldehyde  component  of  porphobilinogen 
remains  in  the  aqueous  fraction,  while  that  of  urobilinogen  is  com¬ 
pletely  extracted  by  the  chloroform.”  (See  Fig.  61.) 

Here  is  one  of  the  laboratory  reports.  “  Porphobilinogen  is  present 
in  considerable  quantities.  This  material  was  converted  to  uropor¬ 
phyrin  for  analysis.  Uroporphyrin,  1-41  mg.  in  twenty-four  hours 
(normal  nil  to  a  trace).  Coproporphyrin  0-91  mg.  in  twenty-four 

hours  (normal  10  to  100  micrograms). 

Some  other  tests  have  been  done.  The  urine  contains  no  casts. 
The  Van  Slyke  renal  function  test  is  53  per  cent  of  normal,  so  this  is 
below  the  normal  low  level  of  about  70  per  cent.  The  blood  chemistry 
for  urea,  uric  acid,  chlorides,  cholesterol,  sodium  and  potassium  are 
all  normal.  In  some  cases  the  blood  sodium  and  chloride  have  been 
found  to  be  below  normal,  suggesting  renal  failure.  The  excretion  ot 
17-ketosteroids  in  the  urine  is  6-0  mg.  in  twenty-four  hours,  which  is 

normal.  The  fat  in  ficces  is  normal.  _  ,  • 

Now  we  have  arrived  at  the  diagnosis  of  acute  idiopathic  porphyri 
I  should  like  to  tell  you  that  the  diagnosis  was  made  by  the  genera 
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Fig.  61.  Ehrlich’s  test  for  porphobilinogen  and  urobilinogen. 


Tube  A 

Patient’s  urine  con¬ 
taining  porpho¬ 
bilinogen. 


Tube  B 

Patient's  urine  after  addi¬ 
tion  of  Ehrlich’s  aldehyde 
reagent  and  CHCI3.  Por¬ 
phobilinogen  not  ex¬ 
tracted  in  CHC13  layer. 


Tube  C 

Urine  containing  excess  of 
urobilinogen  after  addi¬ 
tion  of  Ehrlich’s  aldehyde 
reagent  and  CHC13.  Uro¬ 
bilinogen  extracted  in 
CHCI3  layer. 
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practitioner  who  sent  the  patient  to  me.  All  credit  to  him,  an  old 
Middlesex  man  and  one  of  my  former  clerks.  He  suggested  the 
possibility  of  porphyria  after  the  laparotomy  revealed  nothing  abnormal 
in  the  abdomen,  but  this  suggestion  was  received  with  scorn.  However, 
the  house  physician  arranged  for  the  urine  to  be  examined,  when 
porphyrins  were  found. 

Dr.  K.  now  intervenes  to  say  that  he  remembers  seeing  a  case  in 
Sydney  in  which  the  patient,  a  woman,  was  admitted  to  hospital  on 
account  of  peripheral  neuritis.  The  physician  noticed  a  pink  spot  on 
the  sheet  when  he  was  examining  her,  which  suggested  to  him  the 
diagnosis  of  porphyrinuria  which  proved  to  be  correct.  The  pink 
spot  was  a  stain  from  a  drop  of  urine. 

Now  Dr.  P.,  tell  me  something  more  about  porphyria  and  por¬ 
phyrins.  What  does  the  word  porphyria  mean? 

A.  Purple.  I  think  it  comes  from  a  Greek  word. 

Q.  What  is  porphyrite? 

A.  A  hard  red  rock. 

Q.  It  was  quarried  in  ancient  times  in  Egypt.  There  is  a  very 
attractive  road  on  the  French  Riviera  between  Cannes  and  St.  Raphael 
where  the  coast  is  lined  with  masses  of  red  porphyrite.  Dr.  M.,  you 
come  from  India.  Is  it  true  that  palaces  are  built  of  porphyrite  in  your 
country  ? 

A.  I  have  never  seen  any. 

Q.  As  Macaulay  would  say,  “  Every  schoolboy  knows,”  or  should 
know,  what  Macaulay  wrote  in  his  essay  on  Warren  Hastings,  when  he 
described  how  Hastings  was  trying  to  extract  money  for  the  East  India 
Company  from  the  Maharajah  Numcomar  and  the  unfortunate  Ben¬ 
galese.  He  wrote,  “  The  most  absurd  notions  were  entertained  in 
England  respecting  the  wealth  of  India.  Palaces  of  porphyry,  hung 
with  the  richest  brocade,  heaps  of  pearls  and  diamonds,  vaults  from 
which  pagodas  and  gold  mohurs  were  measured  out  by  the  bushel, 

filled  the  imagination  even  of  men  of  business.”  What  is  a  mohur’ 
Dr.  M.? 

A.  A  gold  coin  worth  15  rupees. 

Q.  The  pagoda  was  also  an  Indian  coin.  There  is  also  the  well- 
known  phrase  “  born  in  the  purple  ”  which  referred  originally  to  one 
born  of  the  Imperial  family  at  Constantinople,  in  the  chamber  called 
Porphyra.  It  was  afterwards  used  to  signify  a  child  born  after  his 
father  s  accession  to  the  throne.  And  then  there  is  Browning  s  poem 
Porphyria  s  Lover.  I  do  not  know  what  this  has  to  do  with  purple 
Porphyria  had  yellow  hair  which  her  lover  wound  affectionately  round 


“  and  all  her  hair 
In  one  long  yellow  string  I  wound 
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Three  times  her  little  throat  around, 

And  strangled  her." 

What  is  a  porphyrin? 

A.  It  is  a  pigment. 

Q.  Yes.  Where  does  it  occur? 

A.  It  is  found  in  animals  and  plants.  Magnesium  porphyrin  is 
present  in  chlorophyll.  Porphyrins  are  also  found  in  the  brown  pig¬ 
ment  of  egg  shells  and  in  the  dark  line  running  down  the  back  of  the 
earthworm.  They  are  also  present  in  the  feathers  of  the  Turaco,  or 
plantain  eater,  a  South  African  bird,  and  a  copper  derivative,  htemo- 
cyanin,  occurs  in  Crustacea. 

Q.  What  is  coproporphyrin? 

A.  It  is  a  pigment  formed  in  the  intestine  from  bilirubin. 

Q.  And  what  about  hrematoporphyrin. 

A.  It  does  not  occur  naturally,  but  is  found  by  treating  hcemo- 
globin  or  hsemin  with  strong  acids. 

Q.  Chemically  it  is  closely  related  to  protoporphyrin.  The 
porphyrins  contain  four  pyrrole  nuclei  which  are  linked  in  a  ring. 
When  they  are  linked  in  a  chain  they  provide  bile  pigments.  Here  is  a 
diagram  of  pyrrole  nucleus  (see  Fig.  62). 


HC— CH 


HC 


CH 
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Fig.  62.  Pyrrole  nucleus. 


There  are  four  possible  isomers,  but  only  two  are  known  in  nature, 
the  I  and  III,  such  as  uroporphyrin  1  and  uroporphyrin  III.  The 
uroporphyrins  contain  eight  COOH  groups  and  the  coproporphynns 
four  COOH  groups.  If  porphyrins  are  injected  into  animals  they  cause 
them  to  be  highly  sensitive  to  light.  Skin  lesions  form  and  the  animal 
may  die  This  is  of  clinical  importance  in  one  variety  of  porphyria 
which  occurs  in  man.  Normally  uroporphyrin  occurs  in  traces  in  the 
urine  It  is  derived  from  vegetable  and  animal  substances  in  food,  and 
not  from  a  breakdown  of  hemoglobin.  What  do  you  mean  by  the: 

disease  p°rP^y(erm  whjch  used  t0  describe  certain  conditions  in  man. 

which  result  from  a  disorder  of  porphyrin  metabolism  Some  author.-- 
ties  consider  that  it  is  a  reversal  to  a  primitive  type  of  pigment r ne to 

holism,  others  that  it  is  due  to  an  overproduction  of  porp^rm  at  ^ 

certain  stage  in  the  synthesis  of  hemoglobin.  Sotn®  of  the  red  ce 
these  patients  may  also  have  a  shorter  span  of  life  than  normal. 
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Q.  What  is  the  normal  life-span  of  an  erythrocyte? 

A.  120- 130  days. 

Q.  What  are  the  clinical  types  of  porphyria? 

A.  It  may  be  congenital,  as  in  hydroa  cestivale  seu  vacciniforme. 

Q.  Yes.  This  was  first  described  by  Gunther  in  1911.  If  you 
want  it,  the  reference  is  Gunther,  H.  (1911),  Deutsch.  Arch.  klm.  Med., 
105,  89.  A.  E.  Garrod  later  gave  an  account  of  it  in  the  second  edition 
of  his  book,  “  Inborn  Errors  of  Metabolism,”  published  in  1923,  which 
you  have  all  probably  read  or  should  have  read.  It  is  a  familial  disease. 
Garrod  was  the  first  to  describe  pinkish-red  milk  teeth,  almost  indistin¬ 
guishable  in  colour  from  the  gums.  They  are  not  always  present. 
Various  skin  lesions  form  on  exposure  to  light.  There  may  also  be 
ectropion.  The  disease  may  cause  horrible  disfigurement  and  blind¬ 
ness,  owing  to  the  scarring  and  loss  of  subcutaneous  tissues  which 
follow  the  skin  and  conjunctival  lesions.  The  bones  are  often  a  deep 
brown  colour  due  to  deposition  of  uroporphyrin.  The  urine  is  usually 
of  port  wine  colour  when  it  is  passed,  and  contains  uroporphyrin  I  and 
coproporphyrin  I.  The  fasces  contain  coproporphyrin  I.  In  Garrod’s 
patient  the  mother  said  that  the  very  first  urine  passed  by  the  child 
was  red.  What  other  varieties  are  there? 

A.  The  toxic  or  induced  porphyria  which  results  from  taking 
certain  drugs,  especially  Trional,  sulphonal,  Veronal,  phenobarbitone, 
the  sulphonamides,  and  arsenic  preparations. 

Q.  Yes.  It  may  also  result  from  lead,  phosphorus  and  possibly 
alcohol.  What  is  another  variety? 

A.  Some  people  have  described  a  symptomatic  variety  occurring 
in  anaemias  and  certain  infections. 

Q.  There  has  been  a  paper  published  recently  in  the  Brit.  Med. 
Journ.  on  “  Cutaneous  Porphyria  ”  by  Discombe  and  Treip  which  I 
have  here.  The  reference  is  1953,  ii,  1134.  They  say  that  the  skin 
may  respond  in  three  ways,  by  vesication,  pigmentation,  or  the  develop¬ 
ment  of  hirsuties.  Vesication  usually  occurs  in  the  spring  or  summer 
on  areas  exposed  to  light.  It  is  probably  a  congenital  condition  but 

belong"?  manifCSt  itSdf  Until  adUU  Hfe'  T°  What  daSS  d0CS  OUr  patient 


A.  The  intermittent  or  acute  form. 

descrih eJhv  w  M  Tetimes  called  viscera'  Porphyria  and  was 
described  by  Waldenstrom  as  acute  porphyria.  It  is  better  called 

intermittent  acute  porphyria,  as  the  tendency  to  the  condition  persists 

sh“s  ode%  v%  a  hereditary  d— 

cltol  featuresT  ^  °  years-  What  are  the  three  ^ief 

severe  coAnsSo°n.  abd0mi"al  ^  °f  3  ^  "aUlre  with 
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Q.  It  may  be  mistaken  for  paralytic  ileus,  and  there  are  usually 
nausea  and  vomiting  during  the  attack,  and  the  blood  pressure  rises 
to  about  180/120  mm.  Hg.  What  are  the  other  clinical  features? 

A.  Nervous  symptoms  such  as  peripheral  neuritis,  cranial  nerve 
palsies,  paresthesia,  bulbar  paralysis  and  sometimes  epileptiform 
convulsions  or  amaurosis. 

Q.  And  what  else? 

A.  The  urinary  symptoms.  The  urine  is  either  reddish-brown 
when  passed,  or  on  standing  and  on  exposure  to  light  the  urine  turns 
red. 

Q.  The  uroporphyrin  is  usually  type  III,  it  may  contain  uro¬ 
porphyrin  I  or  coproporphyrin  III.  The  uroporphyrin  contains  zinc. 
What  is  the  prognosis  in  the  visceral  variety? 

A.  It  is  not  very  good,  especially  if  nervous  symptoms  are  present. 
About  80  per  cent  of  cases  die  in  five  years  after  the  onset  of  nervous 
signs. 

Q.  What  is  found  post-mortem? 

A.  There  is  a  red  fluorescence  with  ultra-violet  light  of  the  costal 
cartilages  and  of  muscles. 

Q.  How  would  you  treat  a  case  of  acute  porphyria? 

A.  I  should  give  a  sedative  for  the  pain. 

Q.  What  sedative? 

A.  Tincture  of  opium. 

q  Yes— barbiturates  must  never  be  given.  Calcium  gluconate 
may  be  injected  intravenously  for  colic  in  doses  ot  10  20  c.c.  of  a  10 
per  cent  solution.  A.C.T.H.  has  been  used,  without  any  success. 

To  H.P.  Have  you  found  out  whether  there  is  any  family  history 

of  porphyria  in  this  case? 

A.  Yes,  Sir.  Her  father  suffers  from  it.  It  seems  likely  that  an 
uncle  died  from  it,  and  on  two  or  three  occasions  narrowly  escaped  a 
laparotomy  on  account  of  acute  abdominal  symptoms. 

O.  There  is  just  one  other  point.  The  patient’s  skin  showed  no 
abnormal  sensitivity  to  ultra-violet  light  which  is  the  usual  finding  in 

this  type  of  porphyria. 
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Would  you  like  to  examine  this  patient,  Dr.  R.,  while  we  look  at 
some  X-ray  films?  We  will  come  back  in  about  twenty  minutes.  I 
want  you  to  find  out  why  he  is  short  of  breath. 

****** 


Q.  Well,  what  have  you  discovered?  Tell  us  the  history  briefly. 

A.  The  patient  is  a  married  man  fifty-four  years  of  age,  engaged 
in  the  building  trade.  He  has  noticed  shortness  of  breath,  usually  at 
night,  for  the  last  two  years,  and  it  has  been  getting  worse  for  the  last 
six  months  following  an  attack  of  influenza. 

Q.  What  about  his  previous  history? 

A.  He  had  pleurisy  and  pneumonia  at  the  age  of  four  years, 
followed  by  an  operation  on  the  chest,  probably  for  empyema. 

Q.  Has  he  had  any  other  illnesses? 

A.  No,  he  has  always  had  good  health  and  played  professional 
football  for  nine  seasons,  weighing  then  about  14  st.  3  lb.  When  at 
work  he  may  walk  as  much  as  ten  miles  in  a  day,  including  going  up 
and  down  stairs  in  various  houses. 

Q.  Does  he  look  well? 

A.  He  is  lying  comfortably  in  bed,  propped  up  on  pillows.  There 
is  no  cyanosis  and  no  dyspnoea.  He  is  well  nourished.  His  com¬ 
plexion  is  sallow. 

Q.  Quite,  but  does  he  look  well? 

A.  Yes. 

Q.  What  is  his  weight  and  height. 

A.  I  don’t  know. 

Q.  His  weight  is  14  st.  9§  lb.  (clothed)  and  he  is  5  ft.  1 1  in.  tall. 
Well,  now  tell  us  what  you  have  found  on  examination. 

A.  His  lungs  are  wheezy. 

Q.  That  is  not  the  best  way  to  describe  the  examination  of  the 
cnest,  let  s  have  it  a  little  more  systematically. 

A.  He  has  a  big  chest,  the  expansion  is  only  fair. 

Q.  Did  you  measure  the  expansion9 

A.  No. 


Q • 

A. 
Q ■ 

A. 

Q- 


Who  is  the  clerk  ? 

I  am,  Sir. 

Look  up  your  notes  and  tell  us  what  is  the  expansion. 
It  is  2  in.  at  the  nipples,  from  35  to  37  in. 

Now  Dr.  R.,  will  you  go  on. 
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A.  There  is  no  dulness  on  percussion  over  the  lungs.  The  breath 
sounds  are  vesicular  and  there  are  a  few  rhonchi  in  each  lung. 

Q.  What  do  these  signs  suggest? 

A.  Chronic  bronchitis,  with  perhaps  some  emphysema. 

Q.  1  suppose  you  saw  the  empyema  operation  scar  on  the  right 
side  of  the  chest;  you  have  not  mentioned  it.  What  about  the  heart? 

A.  I  think  the  heart  is  enlarged  but  I  cannot  feel  the  apex  beat. 
The  heart  sounds  are  distant  and  there  are  no  murmurs. 

Q.  Why  do  you  think  the  heart  is  enlarged? 

A.  1  can  hear  the  sounds  at  the  apex  a  little  outside  the  nipple 
line. 

Q.  We  shall  see.  And  the  blood  pressure  and  arteries? 

A.  The  blood  pressure  is  160/110  mm.  Hg.  The  arteries  are  not 
thickened. 

Q.  I  think  the  brachial  and  radial  arteries  are  slightly  thickened. 
Is  there  anything  wrong  with  his  heart? 

A.  He  told  me  that  when  you  examined  him  before  he  came  into 
hospital  that  you  said  to  his  doctor - 

Q.  I  think  it  will  spoil  the  case  if  you  tell  the  class  what  I  said 
to  his  doctor.  I  am  not  ashamed  of  it!  I  will  let  you  tell  them  later 
on.  What  do  you  think  the  shortness  of  breath  is  due  to? 

A.  I  think  that  it  is  partly  due  to  bronchitis  and  partly  due  to  his 
heart. 

Q.  What  is  wrong  with  the  heart? 

A.  1  think  it  is  a  little  enlarged  and  that  there  is  hypertensive 
heart  disease. 

Q.  My  house  physician  and  my  registrar  both  emphatically 
believe  that  the  attacks  of  shortness  of  breath  at  night  are  asthmatic, 
and  that  asthma  is  the  cause  of  his  nocturnal  dyspnoea.  1  have  strongly 
disagreed  with  this  view,  but  we  will  come  back  to  this  later.  Did  you 
find  anything  else  abnormal? 

A.  No. 

Q.  Are  the  fingers  clubbed  ? 

A.  No. 

Q.  You  told  us  he  is  not  cyanosed,  but  I  noticed  his  lips  and  ears 
were  a  little  blue  when  1  saw  him  before  he  came  in.  Is  the  abdomen 

normal  ? 

A.  Yes. 

Q.  And  the  legs? 

A.  Yes. 

Q.  Have  you  examined  the  urine? 

A.  No.  .  ., 

Q.  You  should  have.  The  urine,  however,  contains  no  albumin 

and  no  sugar.  What  further  examinations  do  you  want  now? 
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A.  An  X-ray  of  the  chest. 

Q.  Here  it  is  (see  Fig.  63).  The  heart  is  not  enlarged.  There  is  a 
right  costo-phrenic  adhesion  probably  due  to  the  old  empyema.  Do 
you  see  anything  else  abnormal? 

A.  The  lung  fields  are  a  little  emphysematous. 

Q.  Anything  else? 

A.  No,  I  can't  see  anything. 


Q.  What  else  do  you  want? 

A.  An  electrocardiogram. 

Q.  Here  it  is— what  does  it  show? 

A.  The  heart  beat  is  rapid,  but  regular.  The  QRS  complexes  arP 

I.  .ho..  b.„d,.vb,«h  nS  e 

up.®. » u.;  "“i  dr'~  “ 


416  CASES  DEMONSTRATED  BY  QUESTION  AND  ANSWER 

and  not  to  the  lungs.  But  I  did  not  pay  sufficient  attention  then  to 
one  of  his  symptoms.  1  thought  I  had  found  the  answer  to  the  problem 
when  I  discovered  the  bundle-branch  block.  What  other  investigation 
would  you  like? 

A.  The  circulation  time  from  arm  to  tongue  should  help  to 
distinguish  between  dyspnoea  due  to  the  heart,  and  dyspnoea  due  to 
bronchitis  and  emphysema  or  bronchial  asthma. 

0.  We  have  had  this  done;  injecting  5  c.c.  of  20  per  cent  Decholin 
into  a  vein  in  the  right  elbow  and  the  patient  saying  directly  he  noticed 
a  bitter  taste.  The  arm  to  tongue  circulation  time  in  this  case  is  15 
seconds,  which  is  normal.  This  does  not  suggest  that  the  dyspnoea  is 
cardiac.  What  else  would  you  like? 

A.  A  blood  count  and  a  vital  capacity. 

Q.  The  blood  count  is  Hb.  Ill  per  cent  or  16-2  G.  per  cent, 
White  cells  11,000  per  c.mm.,  polymorphs.  67  per  cent,  lymphocytes 
23  per  cent,  monocytes  4  per  cent,  eosinophils  6  per  cent.  There  is  a 
slight  increase  in  haemoglobin  corresponding  with  the  slight  degree  of 
cyanosis.  The  vital  capacity  is  2,800  c.c.  which  is  about  57  per  cent 
of  the  patient’s  normal.  The  diminished  vital  capacity  indicates 
probably  some  interference  with  respiration.  What  do  you  think  now 
is  the  cause  of  the  dyspnoea. 

A.  I  think  it  is  mainly  cardiac,  in  view  of  the  hypertension  and 
bundle-branch  block. 

Q.  Against  this  is  the  fact  that  he  can  walk  quite  well  and  go  up 
and  down  stairs,  and  the  circulation  time  is  normal.  He  has  not  much 
bronchitis  and  not  much  emphysema,  but  the  house  physician  and 
registrar  persisted  in  thinking  the  nocturnal  dyspnoea  to  be  due  to 
asthma.  We  can  see  from  the  notes,  which  cannot  lie,  that  the  house 
physician  treated  him  first  as  a  cardiac  case,  with  Cardophylin  and 
digitalis,  and  then  switched  over  to  anti-histamines  and  anti-asthmatic 
drugs  such  as  Phenergan,  stramonium  and  iodides,  and  adrenaline 
injections,  and  Neo-Epinine  by  mouth.  The  house  physician  has 
written  in  the  notes  “  he  is  still  getting  attacks  at  night  of  a  true  asth¬ 
matic  character,”  which,  as  we  shall  see  later,  illustrates  the  danger  of 
being  too  dogmatic  in  Medicine.  Despite  this,  I  still  did  not  believe 
the  dyspnoea  was  asthmatic,  and  if  you  will  go  back  to  the  beginning 
and  pay  more  attention  to  the  history,  you  will  discover  the  clue  to  the 
diagnosis.  Now  Dr.  L.  you  always  help  us  out  of  our  difficulties  as 

the  patient  to  describe  his  symptoms  again. 

Dr.  L.  sits  on  the  bed,  and  asks  the  patient  to  tell  him  exactly  what 

he  has  noticed  wrong  with  his  breathing.  ,  „ 

The  patient  says,  “  I  get  short  of  breath  in  attacks  at  night  . 

Q.  How  long  have  you  had  it  for  ? 

A.  For  about  two  years  off  and  on. 
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Q.  Do  you  get  it  by  day? 

A.  Yes,  sometimes  on  exerting  myself. 

Q.  What  do  the  attacks  feel  like? 

A.  I  get  a  tight  sensation  in  my  throat — I  feel  “  choky.” 

/  interrupt.  There— that’s  the  clue;  he  feels  choking  in  the  attacks. 
Ask  him  where  he  feels  the  choking. 


Fig.  64.  Tomogram.  Trachea  displaced  to  left  by  a  mass  on  right  of  trachea 
Smaller  mass  on  right  side  at  level  of  tracheal  biCcaJfon 


sternaf notch"'  POi"tS  ‘°  ^  ‘°P  °f  the  St“  a"d  to  the  supra- 

Q.  Now  Dr.  L.,  what  do  you  think  of  it*? 
sternal  gllire"  *  Pr°bab'y  S°me  medias,inal  P^sure,  such  as  a  retro- 

Q-  Do  you  think  he  has  a  retro-sternal  goitre? 

Dr.  L.  examines  the  patient  with  his  neck  r  i  • 

supra-sternal  notch  while  the  nat.Ynt  ■  i  xtendJed’  feels  ln  the 

manubrium  sterni.  P  1  swaIlows’  and  percusses  the 

BEAUMONT’S  B.  M. 
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A.  I  cannot  find  any  evidence  of  a  retro-sternal  goitre,  but  there 
may  be  one. 

Q.  I  showed  you  a  patient  with  a  retro-sternal  goitre  causing 
asthmatic  symptoms  who  was  relieved  by  operation  a  few  months  ago 
(see  Goitrogenous  Asthma,  p.  144).  We  have  X-rayed  this  patient  and 
found  no  evidence  of  a  goitre.  What  would  you  do  now? 


Fig.  65.  Right  anterior  oblique  X-ray  of  chest.  Dislocation  lorward  ol 
oesophagus  and  trachea  by  right  aortic  arch. 

A.  I  should  like  to  have  tomograms  of  the  mediastinum  to  see  it 
there  is  any  evidence  of  deviation  or  constriction  of  the  trachea. 

O  Good’  That  is  the  next  step.  We  have  had  this  done.  The 
trachea  is  displaced  a  little  to  the  left  behind  the  sternum,  and  the 
X-ray  report  is  as  follows:  “  The  9,  10  and  1 1  cm.  cuts  show  a  mass  to 
the  right  of  the  trachea,  pushing  the  trachea  across  to  the  left.  Another 
smaller  mass  is  seen  on  the  same  side  at  the  level  of  the  trachea  i- 
furcation.  The  nature  of  these  two  masses  is  not  certain.  They  a 
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probably  glandular  in  origin.”  Here  are  the  films,  you  can  see  the 
lumen  of  the  trachea  is  a  little  narrowed  at  the  site  of  the  upper  shadow. 
(See  Fig.  64.) 

There  are  two  points  in  the  patient’s  symptoms  which  have  not  yet 
been  elicited,  which  will  have  to  be  explained :  1 .  He  cannot  sleep  on 
his  right  side,  and  he  gets  relief  from  the  choking  feeling  and  dyspnoea 
by  lying  on  the  left  side.  2.  He  does  not  get  relief  from  sitting  up  and 
bending  forwards,  as  is  the  case  with  an  aneurysm.  What  do  you  think 
the  mass  or  masses  are,  Dr.  L.  ? 

A.  The  mass  might  be  a  lymphosarcoma,  a  thymus,  a  lipoma,  a 
dermoid,  a  gumma  or  due  to  Hodgkin’s  disease. 

One  of  the  audience  asks:  Could  the  shadow  be  due  to  a  mediastinal 
empyema,  as  he  had  an  empyema  before,  when  he  was  four  years  old  ? 

To  this  I  reply:  Hardly. 

Q.  This  is  as  far  as  we  have  got  in  the  diagnosis.  Next  week 
perhaps  we  shall  have  solved  the  problem. 


We  think  we  have  solved  the  problem  during  the  week,  thanks  to 
the  radiologist  and  the  cardiologist.  The  patient  was  X-rayed  again 
after  the  tomograms  had  shown  the  shadow  displacing  the  trachea, 
and  it  was  then  seen  in  the  first  oblique  position,  that  the  circular  shadow 
to  the  right  of  the  trachea  was  pulsating  (see  Fig.  65).  The  report  is  as 
follows  :  “  Barium  swallow  and  screening  :  The  oesophagus  is  dis¬ 
placed  forwards  behind  the  manubrium  sterni  by  a  circular  opacity 
which  on  the  screen  with  the  oesophagus  filled  with  barium,  showed 
expansile  pulsation.  The  impression  of  the  left  aortic  knuckle  was 
smaller  than  normal,  and  lay  just  below  the  impression  on  the  posterior 
wall  of  the  oesophagus.  These  findings  are  in  favour  of  a  double  aortic 

riah.  e“1'\cllng  ,he  traehfa  and  oesophagus,  the  main  vessel  being  the 
nght-s,ded  arch  passing  behind  the  (esophagus  and  descendine  on  the 
eft,  with  a  smaller  left-sided  arch  joining  it.  This  would  account  for 
the  appearance  of  a  small  left  aortic  knuckle  (see  Fig.  63)  and  an 
apparen  right  aortic  arch,  with  left  descending  aorta  ”  The  blood 
Wassermann  reaction  has  been  done,  and  i,  is  negative  Will  some 

Z  ■"<"'« 
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arteries.  In  double  aortic  arch,  the  left  and  right  fourth  arches  persist, 
the  let t  being  smaller  than  the  right.  The  two  arches  meet  posteriorly 
and  tuse  with  the  dorsal  aorta.  The  aorta  thus  encircles  the  trachea 
and  oesophagus. 

Q.  Both  aortic  arches  persist  in  reptiles.  The  right  is  behind  the 
oesophagus  and  the  let  t  in  front  of  the  trachea.  My  registrar  has  made 
a  plasticine  model  showing  the  state  of  affairs.  Here  is  also  a  diagram 
ot  it  taken  from  Taussig's  “  Congenital  Malformations  of  the  Heart  ” 
(see  Fig.  66).  The  heart  is  usually  normal  in  cases  of  double  aorta. 
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Fig.  66.  Diagram  of  double  aortic  ring  or  arch  (after  H.  B  Taussig, 
genital  Malformations  of  the  Heart,  1947,  Fig.  149). 


Con- 


The  pressure  of  the  encircling  aortas  may  cause  attacks  ol  croup  in 
infants  but  later  in  life,  as  the  trachea  enlarges,  there  are  usually  no 
symptoms  unless,  by  pressure  on  the  recurrent  laryngeal  nerve,  it  leads 
o  a  barking  cough,  or  pressure  on  the  esophagus  may  cause  dysphagia. 
Doubt  aortic  arch  was  first  diagnosed  in  life  by  Aaron  Arkin  ,n  1925, 
and  he  has  published  an  account  of  six  cases  in  Amer.  Heart  Joum., 

l93We"houuht  that  we  had  now  solved  the  problem,  but  when  I  asked 
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left  subclavian  artery.  He  noted  there  was  no  tracheal  stridor  on 
exercising  the  patient  and  suggested  there  was  possibly  a  recurrent 
laryngeal  palsy  or  spasm. 

In  right-sided  aortic  arch  the  aorta  is  formed  from  the  fourth  right 
aortic  arch,  the  fourth  left  branchial  arch  atrophying.  There  are  two 
main  types,  in  one  the  aorta  arches  over  the  root  of  the  right  lung, 
descends  on  the  right  side  and  crosses  the  spine  lower  down  to  pass 
through  the  diaphragm  in  the  normal  position.  In  about  20  per  cent 
of  cases  right  aortic  arch  is  associated  with  Fallot’s  tetralogy,  and 
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Fig.  67.  Diagrams  of  right  aortic  arch  with  left  subclavian  artery  arising  from 

dorsal  root  of  aorta. 


occasionally  with  the  Eisenmenger  complex.  What  is  the  tetralogy  of 
Fallot?  bJ 

A.  It  is  a  congenital  malformation  of  the  heart  characterized  bv 
pulmonary  stenosis,  hypertrophy  of  the  right  ventricle,  a  ventricular 
septal  detect,  and  a  riding  aorta  connected  with  both  ventricles. 

Q.  What  are  the  chief  clinical  features? 

A.  Cyanosis  and  clubbing. 

Q.  And  what  is  the  Eisenmenger  complex? 

,  'S  FLallot's  ‘etralogy  without  the  pulmonary  stenosis  and 

without  the  right  ventricular  hypertrophy 
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right  ol  the  oesophagus,  and  the  convexity  of  the  impression  made  on 
the  oesophagus  is  to  the  left,  which  is  the  reverse  of  normal.  In  the 
left  anterior  view,  the  aorta  may  or  may  not  indent  the  oesophagus 
posteriorly. 

In  the  second  type  of  right-sided  aortic  arch  the  aorta  descends 
on  the  left  side,  the  aorta  passing  from  right  to  left  behind  the  oesophagus. 
Bedford  and  Parkinson  {Brit.  Journ.  of  Radiol.,  1936,  108,  776)  give 
three  causes  for  this.  The  aorta  may  be  pulled  to  the  left  by  the  normal 
development  of  the  ductus  arteriosus  on  the  left  side  or  by  the  per¬ 
sistence  of  the  strand  of  the  ductus  in  its  normal  position.  Here  we 
find  the  left  subclavian  artery  passes  in  front  of  the  trachea.  Alterna¬ 
tively,  the  left  subclavian  artery  arises  from  the  left  aortic  root.  Here 
the  distal  part  of  the  fourth  left  arch  persists  and  forms  an  aortic 
diverticulum  at  the  termination  of  the  aortic  arch,  and  the  left  sub¬ 
clavian  artery  arises  from  the  diverticulum  and  passes  behind  the 
oesophagus  and  trachea.  That  is  considered  to  be  the  state  of  affairs  in 
our  case  (see  Fig.  67). 

The  third  cause  is  the  double  aortic  arch,  diagnosed  in  this  case  by 
the  radiologist,  in  which  there  is  full  development  of  the  right  aortic 
arch,  with  persistence  of  the  left  aortic  arch.  The  clinical  picture  in 
all  three  of  these  conditions  is  very  similar,  and  Taussig  says  that  a 
double  aortic  ring  causes  changes  which  are  virtually  identical  with 
those  produced  by  a  right  aortic  arch  and  a  left  descending  aorta. 
Arkin  described  the  following  signs  in  his  cases  of  double  aortic  arch: 
1.  Dulness  to  the  right  of  the  sternum.  2.  Visible  systolic  pulsation  in 
the  second  and  third  right  intercostal  spaces.  3.  Palpable,  strong 
pulsation  in  the  right  supraclavicular  fossa.  4.  Maximum  intensity  of 
the  aortic  sounds  in  the  region  of  the  head  of  the  right  clavicle.  5.  Slight 
displacement  of  the  trachea  to  the  left.  6.  Delay  in  passage  of  the 
stomach  tube  at  the  level  of  the  third  dorsal  vertebra,  with  transmitted 


pulsation  from  the  arch  of  the  aorta. 

Look  at  the  X-ray  films  again.  In  the  P.A.  view  (see  Fig.  63)  you 
can  see  the  left  aortic  root  shadow  below  the  inner  end  ot  the  left 
clavicle,  which  was  at  first  taken  to  be  the  normal  left-sided  aortic 
arch.  It  is  smaller  than  would  be  expected  for  a  man  of  his  size.  The 
right-sided  aortic  arch  is  below  the  inner  end  of  the  right  clavicle.  The 
tomogram  (see  Fig.  64)  shows  the  upper  circular  shadow  of  the  right 
aortic  arch.  In  the  right  anterior  oblique  view,  the  oesophagus  is  seen 
sharply  displaced  forwards  by  a  circular  shadow  of  the  arch  ot  the 
aorta  behind  it  (see  Fig.  65).  Taussig  says  that  no  other  condition 
causes  such  an  abrupt  curve.  The  actual  distinction  on  clinical  and 
radiological  evidence  between  a  right  aortic  arch  with  a  left  descendl  S 
aorta  due  to  the  three  causes  we  have  mentioned-persistence  of  the 
strand  of  the  ductus,  abnormal  origin  of  the  left  subclavian  art  y. 
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and  double  aortic  ring,  can  probably  only  be  made  by  arteriography  to 
show  up  the  origin  and  course  of  the  vessels. 

The  laryngologist  has  reported  that  there  is  no  laryngeal  palsy  or 
spasm.  On  bronchoscopy  there  was  no  evidence  of  constriction  or 
oedema  of  the  trachea,  and  no  abnormality  in  the  main  bronchi. 

The  chest  surgeon  thought  that  the  patient  obtained  relief  from 
lying  on  the  left  side,  and  could  not  lie  on  the  right,  owing  to  the  shift 
of  the  mediastinum  to  the  left.  This  shift  was  confirmed  by  taking  two 
X-ray  films  of  the  chest,  one  with  the  patient  semi-propped  up  and 
lying  on  his  back,  and  the  other  with  the  patient  lying  on  his  left  side 
with  the  film  placed  in  front  of  the  chest.  The  apex  of  the  heart  moved 
outwards  about  2  in.  in  the  left  lateral  position.  This  would  tend  to 
relieve  pressure  on  the  trachea  from  the  right-sided  aortic  arch.  Bend¬ 
ing  forwards  would  tend  to  increase  the  antero-posterior  diameter  of 
the  thoracic  inlet,  but  would  not  relieve  the  pressure  on  the  trachea  on 
its  right  side. 

It  is  possible  that  the  shadow  seen  lower  down  in  the  tomograms, 
at  the  level  of  the  bifurcation  of  the  trachea,  is  due  to  dilatation  of  the 
azygos  vein  (see  Fig.  64). 

It  was  found  that  gr.  5  of  aspirin  would  rapidly  relieve  the  choking 
feeling  at  its  onset,  and  this  suggests  a  functional  element  in  the  attacks. 
The  patient  is  going  home,  and  has  been  told  to  take  a  dose  of  the  aspirin 
medicine,  in  which  he  has  great  confidence,  as  soon  as  he  feels  an  attack 
to  be  coming  on. 

Having  been  now  relieved  of  the  fear  of  the  attacks,  which  was  due 
to  his  uncertainty  as  to  their  nature,  it  is  hoped  that  he  will  improve. 

Operations  have  been  suggested  to  relieve  the  condition  in  infants, 
either  division  of  the  cord  of  the  ductus  arteriosus,  ligation  of  the  left 
subclavian  artery,  which  is  said  not  to  interfere  with  the  blood  supply 

ot  the  arm,  or  division  of  the  anterior  portion  of  the  aortic  arch  in  double 
aorta. 
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The  patient  whom  1  am  asking  you  to  examine  this  afternoon  has  a 
somewhat  complicated  history  and  the  diagnosis  is  uncertain,  but  I 
expect  that  you  will  be  able  to  shed  light  upon  the  problem.  1  will 
ask  my  house  physician  to  read  the  history. 

The  H.P.  leads:  Mr.  T.A.B.  was  in  this  ward  nearly  three  years 
ago  on  account  ol  diabetes  mellitus.  A  year  before  admission  a  large 
carbuncle  had  been  excised  from  the  back  of  his  neck  at  another 
hospital  and  the  wound  was  still  discharging  pus  on  admission  here. 
There  were  symptoms  of  neuritis,  tingling  in  the  toes,  the  knee-jerks 
and  ankle-jerks  were  depressed,  and  there  was  wasting  of  the  shoulder 
girdle  muscles.  For  some  time  he  had  complained  of  indigestion.  The 
dextrose  tolerance  curve  showed  that  he  had  diabetes  mellitus,  but  it 
was  not  severe  and  was  controlled  with  a  diet  containing  C.  150  G., 
P.  100  G.,  F.  90  G.,  and  20  units  of  soluble  insulin  morning  and  evening. 
The  X-ray  films  of  the  cervical  spine  showed  no  bony  changes,  the 
X-ray  film  of  the  chest  was  normal,  and  the  barium  meal  examination 
indicated  the  presence  of  a  small  penetrating  ulcer  on  the  lesser  curva¬ 
ture  of  the  stomach.  In  addition  to  the  diet  given  for  the  diabetes  the 
patient  was  treated  with  an  alkaline  powder  after  meals,  and  bella¬ 
donna  and  olive  oil  before  meals.  A  repeat  barium  meal  examination 
six  weeks  later  showed  no  evidence  of  gastric  ulcer.  During  his  stay 
in  hospital  Antiphlogistine  was  applied  to  the  carbuncle  wound,  and, 
on  the  patient's  discharge  from  hospital,  it  was  practically  healed,  and 
the  symptoms  of  peripheral  neuritis  in  the  legs  had  disappeared. 

Eighteen  months  later  Mr.  T.A.B.  was  readmitted  here  on  account 
of  attacks  of  pain  in  the  right  subcostal  region  of  nine  months  duration 
which  his  doctor  said  were  “  typical  of  gall-stone  colic."  The  diabetes 
was  well  controlled  on  a  diet  containing  C.  200  G.,  P.  100  G.,  F.  90  G., 
with  25  units  of  soluble  insulin  in  the  morning  and  20  units  in  the 
evening.  The  barium  meal  showed  no  abnormality  in  the  stomach  or 
duodenum.  The  cholecystogram  was  normal.  The  blood  Wasser- 
mann  reaction  was  negative.  The  blood  count  was  normal.  The 
patient  was  seen  by  a  surgeon  who  did  not  advise  an  abdominal  opera¬ 
tion  to  explore  the  gall-bladder.  There  was,  however,  one  fresh  finding. 
The  plantar  responses  were  both  extensor,  there  was  diminution  of 
sensation  to  pin-prick  over  the  feet,  and  the  vibration  sense  was 
impaired  over  the  lower  third  of  the  tibiae.  These  signs  were  thought 
to  indicate  some  form  of  lateral  sclerosis  of  the  cord. 

The  patient  went  home  and  three  months  later  his  doctor  wrote. 
“  Since  coming  home  the  lateral  sclerosis  is  getting  very  much  worse 
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and  Mr.  T.A.B.  has  had  two  very  severe  attacks  of  pain,  of  the  girdle 
type,  around  the  upper  abdomen.  I  saw  him  at  four  o'clock  this 
morning  in  the  severest  agony,  cold  and  shocked,  bad  pulse,  and  he 
was  thinking  the  end  had  come.  Half  a  grain  of  morphia  relieved  this, 
but  he  has  been  very  low  all  day.  Can  you  help  me  any  more  with  a 
cause  for  the  pain  and  any  treatment  to  prevent  the  onset  of  the  attacks 
of  pain?  Forgive  my  worrying  you,  but  he  is  such  a  decent  fellow  that 
I  should  like  to  do  more  for  him.” 

Q.  Thank  you.  Dr.  L.  The  patient  was  admitted  here  six  days 
later,  two  weeks  ago.  Will  you  examine  him  now,  Dr.  P.,  and  tell  us 
what  you  think  is  the  cause  of  his  trouble. 


*  *  *  *  *  * 


Q.  Have  you  finished? 

A.  Yes. 

Q.  Have  you  done  everything  you  want  to  do? 

A.  Yes. 

Q.  Well  then  tell  us  what  you  have  found. 

A.  The  patient  is  forty-nine  years  of  age.  Single.  He  is  fairly 
well  nourished,  but  says  he  has  lost  a  stone  in  weight  in  a  year.  He 
does  not  appear  anaemic.  The  tongue  is  slightly  furred  and  he  has 
complete  dentures.  There  is  no  family  history  of  diabetes  mellitus. 
The  lungs  are  normal.  The  heart  is  not  enlarged  and  there  are  no 
murmurs.  The  brachial  arteries  are  thickened  and  a  little  tortuous. 
The  blood  pressure  is  185/100  mm.  Hg.  The  abdomen  is  not  distended; 
the  abdominal  movements  are  normal.  There  is  no  rigidity.  The 
liver  is  just  palpable  on  deep  inspiration  and  there  is  slight  tenderness 
in  the  gall-bladder  region.  The  spleen  is  not  tender.  The  scar  over  the 
site  of  the  carbuncle  excision  is  soundly  healed. 

Q.  What  did  you  find  in  the  examination  of  the  central  nervous 
system  ?  * 


A.  The  cranial  nerves  are  normal. 

Q.  Did  you  examine  the  fundi? 

A.  Yes,  they  are  normal. 

Q.  No,  there  is  retinal  arteriosclerosis,  but  there  are  no  hemor¬ 
rhages  and  no  exudates.  What  else  did  you  find? 

A.  The  patient  says  he  has  noticed  slight  weakness  of  both  legs  for 
two  years,  and  also  some  lack  of  control  of  the  rectum  for  six  months 
but  urinary  control  is  normal.  On  examination  there  is  weakness  of 
he  left  deltoid  muscle,  and  slight  weakness  and  spasticity  of  the  lea 
muscles.  The  pupils  react  normally.  The  tendon  reflexes  of  thl"  8 
are  normal.  The  abdominal  reflexes  are  absem  Thfl  f  armS 
ankle, erks  are  present.  The 
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is  impairment  ot  pin-prick  and  cotton-wool  appreciation  over  the  legs 
and  more  so  over  the  lower  abdomen.  There  is  a  sharp  upper  level  to 
the  alteration  in  sensation  at  the  level  of  thoracic  7  root,  and  tenderness 
over  the  5th  thoracic  spine.  The  girdle  pain  he  complains  of  is  at  the 
level  of  thoracic  9  root,  and  it  is  aggravated  by  sneezing,  coughing  and 
straining. 

Q.  What  do  you  mean  by  girdle  pains? 

A.  They  are  pains  which  encircle  the  thorax  or  the  abdomen,  like 
a  painful  tight  band.  They  are  due  to  lesions  affecting  both  dorsal 
roots  of  a  nerve  segment. 

Q.  What  are  they  due  to? 

A.  Probably  the  most  common  cause  is  tabes  dorsalis,  but  they 
are  also  met  with  in  syphilitic  spinal  meningitis,  and  in  lesions  which 
produce  paraplegia,  such  as  a  tumour,  an  abscess,  spinal  caries  or  an 
aneurysm. 

Q.  Do  you  think  he  is  suffering  from  lateral  sclerosis? 

A.  No.  There  is  some  lesion  affecting  the  lateral  columns, 
motor  and  sensory,  but  it  has  a  definite  upper  limit  in  the  thoracic 
cord,  so  it  is  probably  due  to  a  local  lesion  causing  pressure  on  the 
cord,  such  as  a  tumour. 

Q.  Do  you  want  any  further  investigations  carried  out? 

A.  I  should  like  an  X-ray  of  the  spine  and  a  lumbar  puncture. 

Q.  The  X-ray  films  are  here,  they  do  not  show  any  lesion  in  the 
vertebrae.  The  cerebro-spinal  fluid  was  clear  and  under  normal 
pressure.  The  cell  count  is  normal.  The  protein  is  increased  to  0-4 
per  cent,  which  is  about  ten  times  the  normal,  and  there  is  a  large 
excess  of  globulin.  Now,  Dr.  W.,  what  do  you  understand  by  lateral 
sclerosis? 

A.  A  condition  in  which  there  is  degeneration  of  the  pyramidal 
tracts  in  the  spinal  cord.  Primary  lateral  sclerosis  was  described  some 
years  ago,  but  it  is  hardly  referred  to  in  the  text-books  now,  and  a 
primary  degeneration  affecting  only  the  pyramidal  cord  tracts  probably 
does  not  occur.  In  some  cases  it  is  due  to  disseminated  sclerosis,  in 
many  others  it  is  associated  with  lesions  in  the  anterior  horn  cells,  and 
forms  part  of  amyotrophic  lateral  sclerosis. 

Q.  Who  described  amyotrophic  lateral  sclerosis  ? 

A.  I  do  not  know. 

O.  Charcot.  He  differentiated  it  from  progressive  muscular 
atrophy,  but  nowadays  they  are  considered  as  variants  ot  the  same 
disease,  often  called  motor  neurone  disease.  Who  was  Charcot . 

A.  A  French  neurologist. 

Q.  When  did  he  live? 

A.  In  the  nineteenth  century. 

Q .  What  is  he  best  known  for? 
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A.  For  Charcot’s  joints. 

Q.  What  are  they? 

A.  Painless  swellings  of  the  joints,  usually  the  big  joints,  which 
are  met  with  in  tabes  dorsalis  and  in  syringomyelia. 

Q.  Which  joints  are  usually  affected  ? 

A.  In  tabes  the  knees,  ankles  or  hip,  and  in  syringomyelia  the 

shoulders  or  elbows. 

Q.  What  else  is  Charcot  known  for? 

A.  The  Charcot  triad  of  signs  in  disseminated  sclerosis,  slurring 
or  scanning  speech,  nystagmus  and  intention  tremors. 

Q.  This  combination  of  signs  is  only  met  with  in  about  10  per 
cent  of  cases.  Charcot  also  described  the  dissociated  sensory  loss  in 
syringomyelia,  sensations  of  pain,  heat  and  cold  being  lost,  touch 
being  unaffected.  With  what  disease  is  Charcot’s  name  associated, 
Dr.  H.? 

A.  The  Charcot-Marie-Tooth  type  of  muscular  atrophy. 

Q.  What  is  this? 

A.  It  is  also  called  peroneal  muscular  atrophy  or  progressive 
neural  muscular  atrophy. 

Q.  Tell  us  a  little  about  it. 

A.  The  disease  is  usually  hereditary  and  males  predominate.  It 
usually  shows  itself  before  the  age  of  ten  years.  There  is  symmetrical 
wasting  of  the  peronei,  the  extensor  communis  digitorum  and  the  small 
muscles  of  the  feet.  It  the  wasting  begins  in  the  muscles  of  the  feet 
there  is  bilateral  pes  cavus.  Wasting  of  the  peronei  causes  talipes 
equinovarus.  The  hands  and  forearms  are  sometimes  affected,  the 
hands  are  clawed.  The  wasting  spreads  up  the  limbs  from  the  peri¬ 
phery,  to  just  above  the  knee  or  half-way  up  the  forearm.  The  wasted 
leg  is  said  to  resemble  an  inverted  Indian  club  or  an  inverted  champagne 
bottle.  The  knee-jerks  are  present  but  the  ankle-jerks  are  lost.  There 

are  usually  some  sensory  changes  over  the  feet  and  lower  part  of  the 
legs. 

Q.  What  is  the  nature  of  the  lesion?  Is  it  a  myopathy  ? 

A.  No.  It  is  due  to  atrophy  of  ventral  horn  cells  and  the  corre- 

sponding  motor  nerve  roots.  There  is  often  an  interstitial  neuritis  of 

the  peroneal  nerves  and  atrophy  of  the  posterior  columns  of  the 
cord. 


Q.  Can  anyone  tell  us  any  more  about  Charcot? 

No  answer. 

on  fhe  Hklf  haVA‘°  aSk  °ne  °f  my  clerks'  They  llave  lectures  now 
on  the  History  of  Medicine  in  the  introductory  course  before  thev 

come  into  the  wards  What  do  you  know,  Mr.  I,  about  Charcot? 

fi  •?' .  H  tar  fd  lfe  as  the  son  of  a  coachbuilder  in  Paris  and 
finished  up  as  physician  to  the  hospital  of  Salpetriere  in  Paris.  He 


428  CASES  DEMONSTRATED  BY  QUESTION  AND  ANSWER 
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Q.  I  suppose  they  told  you  this  to  encourage  you  to  become  a 
neurologist  Things  have  changed  since  then,  and  you  must  remember 
!VaVn  add‘tlon  to  marrying  a  rich  wife  Charcot  was  a  very  hard  worker 
He  founded  a  world-famous  neurological  clinic.  He  is  said  to  have 
taken  great  care  in  preparing  his  lectures— he  did  not  just  think  of  what 
e  was  going  to  say  as  he  walked  across  the  court-yard  to  the  lecture 
theatre.  He  was  sarcastic  and  rather  fierce  in  his  manner,  and,  like 
most  ot  us,  disliked  being  contradicted.  He  died  in  1893  at  the  age  of 
sixty-eight  of  angina  pectoris.  So  much  for  Charcot,  now  what  about 
Marie,  Mr.  P.?  Were  you  also  taught  about  him? 

A.  Yes,  Sir,  a  little. 

Let  us  have  the  little. 

Marie  was  a  pupil  and  later  an  assistant  of  Charcot. 

Is  that  all  you  know? 

Yes,  Sir. 

Marie  was  born  in  1853  and  was  twenty-eight  years  younger 
than  Charcot.  The  Charcot-Marie-Tooth  disease  was  described  by 
Charcot  and  Marie  in  Paris  in  1886,  and  in  the  same  year  young  Dr. 
H.  H.  Tooth,  aged  thirty,  described  it,  in  London,  in  his  Cambridge 
M.D.  Thesis.  I  cannot  for  the  moment  think  of  any  other  man  who 
has  been  immortalized  by  his  M.D.  thesis,  except  perhaps  Hanot  in  his 
Paris  thesis  of  1875  on  “  Hypertrophic  Cirrhosis  with  Chronic  Jaundice,’ 
but  I  can  think  of  a  good  many  who  have  not  been. 

What  else  is  Pierre  Marie  known  for,  Dr.  W.  ? 

A.  He  described  hereditary  cerebellar  ataxia,  and  the  Striimpell- 
Marie  type  of  rheumatoid  spondylitis.  He  also  wrote  about  acromegaly 
and  he  was  strongly  opposed  to  Broca’s  view  that  the  speech  centre  is 
localized  in  the  brain  in  the  third  left  frontal  convulution. 

Q.  Do  you  know  anything  about  Tooth? 

A.  No. 


Q 

A 

Q 

A 

Q 


Q.  Dr.  Howard  Henry  Tooth  was  a  physician  on  the  staff  of  the 
National  Nerve  Hospital  and  on  Barts.  I  had  the  interesting  experience 
of  being  examined  by  him  in  my  long  case  in  the  Membership  at  Barts, 
the  case  he  showed  me  being  one  of  syphilitic  meningomyelitis.  I  had 
never  seen  one  before  and  have  never  seen  one  since,  and  I  forgot  to 
test  the  plantar  responses. 

To  go  back  now  to  lateral  sclerosis,  under  what  conditions  are  the 
pyramidal  tracts  affected  in  the  cord  ? 

A.  In  subacute  combined  degeneration  of  the  cord. 

Q.  What  is  this  associated  with? 

A.  Pernicious  anaemia  and  less  often  with  other  types  of  anaemia. 
The  posterior  and  lateral  columns  of  the  cord  are  aflected,as  in  this  case. 


429 


A  CASE  OF  GIRDLE  PAINS 

Q.  What  conditions  may  be  mistaken  for  subacute  combined 
degeneration  of  the  cord? 

A.  Peripheral  neuritis,  when  the  sensory  changes  predominate  in 
the  legs.  The  extensor  plantar  response  would  exclude  this  diagnosis. 

Q.  What  else? 

A.  Tabes  dorsalis,  if  the  posterior  columns  are  chiefly  affected. 
But  the  cerebro-spinal  fluid  is  normal  in  subacute  combined  degenera¬ 
tion  of  the  cord,  and  in  tabes  the  plantar  responses  are  flexor. 

Q.  What  else  has  to  be  considered  ? 

A.  Disseminated  sclerosis,  Friedreich’s  ataxia  and  a  cord  tumour. 

Q.  The  confirmatory  diagnostic  findings  in  all  cases  of  subacute 
combined  degeneration  of  the  cord  are  the  anaemia,  usually  of  the 
pernicious  type,  the  bone  marrow  which  shows  usually  excess  of 
megaloblasts  and  erythroblasts,  and  a  histamine-fast  achlorhydria. 

What  do  you  think  is  the  nature  of  the  lesion  here? 

A.  I  think  he  has  a  compression  myelitis,  probably  due  to  a  slowly 
growing  cord  tumour. 

Q.  The  patient  was  examined  by  a  neurologist  yesterday,  and  he 
agrees  with  you.  He  thinks,  from  the  length  of  the  history,  that  the 
prognosis  is  good  and  that  the  tumour  can  be  removed  by  operation. 
What  conditions  give  rise  to  compression  myelitis? 

A.  Lesions  of  the  vertebrae,  such  as  tuberculosis  causing  Pott’s 
disease,  or  syphilis.  Tumours  of  the  vertebrae.  Paget’s  disease. 

Q.  Yes.  Anything  else? 

A.  A  fracture. 

Q.  What  lesions  of  the  meninges  or  nerve  roots  may  cause  com¬ 
pression  myelitis? 

A.  Hodgkin’s  disease,  leukaemic  infiltration,  pyogenic  infections  or 
tumours. 

Q.  Are  there  any  other  causes 

A.  Syphilitic  pachymeningitis  hypertrophica  is  an  important  one. 
Meningeal  cysts  are  rare.  k 

An  aortic  aneurysm  may  very  occasionally  erode  a  vertebra  and 
and  cause  compression  myelitis. 

Q.  I  am  going  to  ask  a  neurological  surgeon  to  see  the  patient 
and  I  will  let  you  know  later  what  happens. 

****** 


The  patient  was  seen  by  the  surgeon  who  decided  to  operate  The 
spines  of  the  sixth,  seventh  and  eighth  thoracic  vertebra  were  exposed 
and  a  laminectomy  performed.  A  long  strip  of  granulation  tissue  was 
ound,  distinct  from,  but  pressing  on  the  dura  posteriorly.  This  was 
removed.  Section  showed  that  it  was  composed  of  granulation  tissue 
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and  it  was  thought  to  have  arisen  as  4n  extradural  infection  in  con 
nection  with  the  carbuncle.  The  patient  did  fairly  well  for  a  week 
ter  the  operation  when  the  temperature  rose.  The  wound  was  opened 

again  and  pus  was  evacuated.  The  patient  then  developed  left  basal 
pneumonia  and  died  suddenly.  D 


A  CASE  OF  HEADACHE 

Good  afternoon,  Dr.  W.  We  are  lucky  to  have  you  here  to-day, 
you  are  always  such  a  help  in  our  diagnostic  difficulties. 

The  patient,  Mr.  K.,  whom  I  want  you  to  examine,  is  seventy-tour 
years  of  age  complaining  of  headache.  When  I  went  to  see  him  in 
consultation  about  three  weeks  ago,  the  doctor  said  to  me  as  we  were 
going  up  the  stairs,  “  This  case  will  suit  you.  He  has  been  seen  by  five 
specialists  and  no  diagnosis  has  been  made.”  My  heart  did  not  exactly 
jump  for  joy  when  I  heard  this.  Despite  popular  opinion  not  all  con¬ 
sulting  physicians  consider  it  beneath  their  dignity  to  be  called  out  to 

see  a  straightforward  case.  It  is  a  relief. 

I  will  read  you  the  history  which  we  have  compiled  from  what  the 
general  practitioner  told  me,  from  the  patient’s  story,  and  from  the 
report  received  from  a  registrar  of  a  hospital  where  he  was  an  in¬ 
patient  for  ten  days  about  six  weeks  ago.  Prostatectomy  was  performed 
six  years  ago.  Three  years  later  Mr.  K.  attended  another  hospital  as 
an  out-patient,  on  account  of  anginal  pain.  An  electrocardiogram  was 
thought  to  show  evidence  of  a  small,  recent,  anterior  infarct.  The 
blood  Wassermann  reaction  was  negative,  and  X-rays  of  the  chest  and 
barium  meal  showed  no  abnormality.  Nine  months  ago  Mr.  K.  again 
attended  the  same  hospital  complaining  of  dysphagia.  A  barium 
swallow  examination  showed  no  abnormality. 

The  headache  began  about  four  or  five  months  ago.  The  patient 
says  it  was  severe  and  situated  in  the  occipital,  left  temporal  and 
vertical  regions  of  the  skull.  It  was  not  constant  and  would  come  and 
go  at  any  time  in  the  day.  He  attended  the  out-patient  department  of  a 
second  hospital,  where  a  diagnosis  of  neuralgic  fibrositis  was  made. 
The  blood  pressure  was  130/70  mm.  Hg.  The  headache  was  treated 
with  Gowers’  mixture.  What  is  Gowers’  mixture,  Dr.  W.,  and  who  was 
Gowers  ? 

A.  He  was  a  neurologist. 

Q.  True.  Is  that  all  you  know  about  him? 

A.  He  described  a  distal  type  of  myopathy,  and  the  anterior  spino¬ 
cerebellar  tract  is  called  Gowers’  tract. 

Q.  Do  you  know  anything  else  about  him? 

A.  No. 

Q.  Sir  William  Gowers  was  an  F.R.S.,  and  physician  to  Uni¬ 
versity  College  Hospital  and  to  the  National  Hospital  for  the  Paralysed 
and  Epileptic.  He  died  in  1915,  at  the  age  of  seventy.  He  was  a  con¬ 
temporary  of  Hughlings  Jackson,  described  as  the  father  of  modern 
neurology.  Gowers  was  one  of  the  first  to  recognize  the  importance 
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ot  ophthalmology  in  general  medicine  and  wrote  “  A  Manual  and 
Atlas  of  Medical  Ophthalmoscopy.”  He  also  wrote  “  A  Manual  of 
Diseases  of  the  Nervous  System.”  Dr.  P„  you  come  from  Greece 
what  is  Gowers  mixture? 

A.  We  have  not  heard  of  it. 

Q.  Does  anyone  know? 

Someone  at  the  back  answers  that  it  contains  gelsemium. 

Q.  If  you  look  up  hospital  pharmacopoeias  you  will  find  various 
prescriptions  which  are  called  Gowers’  mixture.  If  you  go  to  the 
source  and  look  up  the  article  on  “  Migraine  ”  in  Gowers’  Manual 
you  will  find  that  Gowers  does  not  give  a  complete  prescription.  He 
recommends  the  use  of  Liq.  trinitrini  combined  with  tincture  of  nux 
vomica,  tincture  of  gelsemium  and  dilute  phosphoric  acid.  He  says 
that  the  liq.  trinitrini  is  more  efficacious  than  the  tablets  and  tells  us 
that  the  liq.  trinitrini  is  decomposed  by  alkalis  and  must  be  given  with 
acids.  He  further  recommends  that  the  mixture  should"  be  given 
between  the  attacks  of  migraine,  and  not  during  them,  as  is  sometimes 
stated.  He  considered  that  it  might  act  “  chiefly  by  periodically  flushing 
the  nerve  centres  with  arterial  blood  and  so  improving  the  nutrition 
and  function  of  the  nerve  cells.”  If  you  want  the  reference,  it  is  W.  B. 
Gowers,  “  Manual  of  Diseases  of  the  Nervous  System,”  1888,  Vol.  2, 
p.  793,  J.  and  A.  Churchill,  London. 


The  prescription  which  is  often  used  now  is  Sod.  brom.  gr.  10, 
liq.  trinitrin.  m.  2,  acid,  hydrobrom.  dil.  m.  5,  tnc.  nuc.  vom.  m.  5,  tnc. 
gelsem.  m.  10,  syrup  limon.  m.  60,  aq.  ad.  fl.  oz.  j.  What  is  gelsemium? 

A.  It  is  obtained  from  the  root  of  the  yellow  jasmine. 

Q.  Correct.  And  now  to  continue  the  history. 

The  medicine  did  him  no  good  and  he  looked  worse.  About  six 
weeks  later  he  consulted  a  neurologist  privately  who  suggested  the 
headache  might  be  due  to  ethmoidal  sinusitis.  Treatment  with  Theo- 
minal  tablets  was  advised,  but  his  condition  rapidly  deteriorated,  the 
headaches  were  very  severe  and  ulcers  formed  in  the  mouth.  What, 
Dr.  W.,  are  Theominal  tablets? 

A.  They  are  a  proprietary  preparation. 

Q.  What  do  they  contain? 

A.  Theobromine,  1  think. 

Q.  Yes,  and  phenobarbitone.  Theobromine  gr.  5  and  pheno- 
barbitone  gr.  \  in  each  tablet.  The  B.P.  preparation  is  Tab.  pheno- 
barbitoni  et  theobromince.  Two  weeks  later  he  was  seen  by  a  general 
physician  on  the  staff  of  another  teaching  hospital.  The  patient  was 
now  very  drowsy  and  a  diagnosis  of  urcemia  was  made.  He  was 
admitted  to  hospital  for  a  week.  No  evidence  of  uraemia  was,  however, 
found.  The  blood  urea  was  42  mg./ 100  c.c.  X-ray  of  the  chest  showed 
cardiac  enlargement  with  slight  basal  congestion.  Transient  auricular 
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fibrillation  was  noted.  The  blood  pressure  was  130/90  mm.  Hg. 
Culture  of  the  urine  was  sterile.  The  blood  count  showed  Hb.  88  per 
cent,  White  cells  10,500  per  c.mm.  An  electrocardiogram  was  taken, 
the  report  being  “  Sinus  rhythm  at  the  rate  of  80  per  minute,  with 
occasional  auricular  premature  beats.  Prominent  Q  waves  in  standard 
leads  2  and  3,  in  unipolar  aVF,  and  V.3.  T  inverted  in  V.2-V.6,  and 
almost  flat  in  standard  and  in  unipolar  limb  leads.  Changes  due  to 
extensive  anterior  cardiac  infarction.”  The  condition  was  not  thought 
to  be  recent. 

The  electrocardiograms  are  here — those  taken  three  years  ago  and 
six  weeks  ago — there  is  no  significant  change  and  the  appearances 
suggest  cardiac  ischaemia  rather  than  cardiac  infarction.  The  patient 
was  discharged  from  hospital  with  the  recommendation  to  his  doctor 
that  he  should  convalesce  slowly.  What  he  was  to  convalesce  from  was 
not  stated,  no  cause  for  the  headache  was  found,  and  no  treatment 
recommended. 

I  saw  the  patient  nine  weeks  after  his  discharge  from  hospital. 
The  doctor  told  me  that  the  drowsiness  was  better  and  that  the  ulcers 
had  disappeared  fiom  his  mouth,  but  his  relatives  had  noticed  a 
distinct  mental  change.  Formerly  he  would  joke,  now  he  was  very 
depressed. 

Dr.  W.  now  examines  the  patient. 


Q.  Will  you  tell  us  what  you  have  found? 

,  'u  pat'5,?t  does  not  but  he  is  depressed  because  of 

the  headache  There  is  no  evidence  of  anaemia.  The  heart  is  not 
enlarged  and  there  are  no  murmurs.  The  blood  pressure  is  135/75  mm 
Hg.  The  brachial  arteries  are  not  thickened.  The  fundi  are  normal 

Ire^rmarThe8  n°t^Umm  and  no  suSar-  The  lungs  and  abdomen 
are  normal.  The  central  nervous  system  is  normal. 

Q.  What  do  you  think  is  the  cause  of  the  headaches  ? 

A.  They  may  be  due  to  cerebral  arteriosclerosis. 

(J.  Ihere  is  no  evidence  of  peripheral  arteriosclerosis  Th * 

w  would  you  propose  to  investigate  the  cause  of  his  headaches  ■>  ' 

thinning  ofb°onedwh/ch“  iStrabye  /Ltd  iT,  f  *  ^  a"y 

a  meningioma.  d  by  3  Cerebral  tumour>  such  as 

■  ?  ■  *-». — * 
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which  can  be  eliminated.  What  are  the  intracranial  sources  of  head¬ 
ache? 

A.  The  structures  inside  the  skull  which  are  sensitive  to  pain  are 
the  venous  sinuses,  the  basal  dura  and  the  arteries.  The  V,  IX  and  X 
cranial  nerves,  and  1,  2  and  3  cervical  nerves,  are  also  pain  sensitive. 
Most  of  the  dura  and  pia  is  insensitive. 

Q.  The  arteries  in  the  tissues  covering  the  cranium  are  also  pain 
sensitive.  We  can  classify  the  intracranial  sources  of  headache  as  due 
to  traction  on  the  veins  passing  to  the  venous  sinuses  or  to  displacement 
of  the  sinuses;  to  traction  on  the  middle  meningeal  arteries  or  the  large 
arteries  at  the  base  of  the  brain;  to  distention  of  the  intracranial 
arteries;  to  inflammation  around  the  pain  sensitive  structures  in  the 
skull,  or  to  pressure  by  tumours  on  the  cranial  and  cervical  nerves. 
From  the  clinical  point  of  view  how  would  you  classify  the  varieties  of 


headache? 

A.  Headache  may  be  due  to  changes  in  the  intracranial  pressure. 
Q.  A  fall  of  intracranial  pressure  which  results  from  removing 
20  c.c.  of  cerebro-spinal  fluid,  with  the  patient  in  the  erect  position 
results  in  headache,  which  is  relieved  by  injecting  saline.  This  is 


probably  a  traction  headache,  caused  by  pulling  on  the  venous  sinuses 
or  arteries.  Increasing  the  pressure  of  the  cerebro-spinal  fluid  up  to 
550  mm.  does  not,  however,  produce  headache,  so  that  increased 
intracranial  pressure  in  itself  is  probably  not  a  cause  of  headache. 
What  other  causes  are  there  of  headache  ? 

A.  A  space-occupying  lesion. 

Q.  Oh,  blessed  term!  Oh,  happy  cliche!  What  does  it  mean? 

A.  Generally  a  tumour  or  abscess,  less  often  a  gumma  or  tuber¬ 
culoma.  .  ,  0 

Q.  What  is  the  character  of  this  type  of  headache  . 

A.  It  is  sometimes  throbbing,  but  more  often  a  dull,  deep,  ache. 
It  is  usually  intermittent.  It  is  often  worse  in  the  early  morning,  on 

coughing,  vomiting  or  straining  at  stool. 

O  This  type  of  headache  is  also  probably  due  to  traction  on  pain 

sensitive  structures  in  the  skull.  It  is  situated  over  the  site  of  the 
tumour  in  about  one-third  of  the  cases.  In  posterior  fossa  tumours  the 
pain  is  usually  occipital.  It  is  rarely  occipital  in  supratentorial  tumours 
unless  there  is  papillcedema.  What  is  another  cause . 

A.  Histamine  headaches. 

Q.  What  is  the  character  of  the  pain  here  . 

Q.  sVin  to°sbshow  an  increase  sensitivity  to  histamine;  we i  dis- 
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by  injecting  saline  into  the  cerebro-spinal  fluid  relieves  the  headache, 
by  supporting  the  arteries  at  the  base  of  the  brain.  What  other  throb¬ 
bing  headaches  are  there? 

A.  Migraine  and  the  headache  which  occurs  in  fevers. 

Q.  In  migraine  the  external  carotid  arteries  are  chiefly  affected, 
and  pressure  on  them  relieves  the  headache.  Raising  the  pressure  of 
the  cerebro-spinal  fluid  up  to  800  mm.  does  not  relieve  the  headache, 
which  indicates  that  the  dural  arteries  are  not  affected.  Ergotamine 
tartrate  relieves  the  headache  by  diminishing  the  pulsation  of  the 
external  carotids.  How  does  high  blood  pressure  cause  headache? 

A.  By  distending  and  dilating  the  branches  of  the  external  carotids. 

Q.  Yes.  It  may  be  relieved  by  pressure  on  the  temporal,  frontal, 
supraorbital,  posterior  auricular  or  occipital  arteries,  and  by  ergotamine 
tartrate.  What  do  you  mean  by  tension  headache? 

A.  I  don’t  know. 

Q.  It  is  a  very  common  form  of  headache,  associated  with  emo¬ 
tional  tension  which  causes  contraction  of  the  neck  and  head  muscles, 
and  results  in  pain  in  the  shoulders,  neck  and  head.  There  is  tenderness 
on  pressure  over  the  trapezius  muscles.  The  patient  often  complains 
of  pain,  or  of  a  feeling  of  pressure,  or  of  parasthesia  over  the  vertex 
of  the  skull.  What  other  causes  of  headache  are  there? 

A.  Ocular  disturbances. 

Q.  Such  as? 

A.  Disturbances  of  muscle  balance,  errors  of  refraction  or 
glaucoma.  ’ 


Q;  With  ocular  headaches  the  electromyogram  may  show  abnor¬ 
malities  in  the  muscles  of  the  scalp  or  neck.  Persons  who  are  myopic 
are  not  so  likely  to  suffer  from  ocular  headaches,  as  they  do  not  con- 
tract  the  ocuhr  muscles  to  improve  their  vision  as  do  the  hypermetropes 
Contraction  of  the  ocular  muscles  would  make  vision  worse  for  the 

sTyX.  C.  ?  ^  C°mm°n  Cause  of  ^he.  What  do  you 

A.  Sinus  headache  often  occurs 

antral  SinUS  headache  likel*  occur,  and  when  an 

Q.  And  what  about  sphenoidal  and  ethmoidal  headaches  ? 

A.  The  pain  is  usually  at  the  bach  of  ,h„  f  ? 
vertex.  "  0  eyes  and  over  the 


the  head.  HeadachTmajTafso0  a^yrnDto8  W°rSe  ^  l0Wering 
disturbances  such  as  chroL  nep^S 
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Drugs  such  as  quinine,  strychnine,  iron,  alcohol,  and  carbon  monoxide 
poisoning  may  cause  headache.  Various  types  of  functional  headache 
are  described:  The  “  clavus  hystericus  ”  is  a  boring  sensation  on  the 
vertex  of  the  skull.  Mental  strain,  venous  congestion  from  a  tight 
collar,  motion  sickness,  sunstroke,  the  noise  of  guns,  etc.,  are  other 
causes. 

We  can  also  classify  headaches  symptomatically.  Thus  throbbing 
or  pulsating  headaches  are  met  with  in  migraine,  fevers,  histamine 
sensitivity,  high  blood  pressure  and  pulsating  hcemangiomatous 
tumours.  A  sensation  of  a  tight  band  or  cap,  or  a  feeling  that  the  head 
is  being  compressed  in  a  vice  is  usually  due  to  emotional  disturbance 
or  to  sinusitis.  A  steady,  dull  ache  is  associated  with  cerebral  tumour. 
Headache  due  to  subarachnoid  haemorrhage  is  very  severe.  Intra¬ 
cerebral  haemorrhage  rarely  causes  headache  unless  the  bleeding  extends 
into  the  ventricles  and  subarachnoid  space.  Bitemporal  headache  may 
be  due  to  a  pituitary  tumour  or  be  associated  with  menstruation.  An 
aneurysm  in  the  circle  of  Willis  or  a  chronic  subdural  haematoma  is 
likely  to  produce  a  persistent  unilateral  headache.  If  you  are  interested 
in  the  classification  and  causes  of  headache  you  should  look  up  the 
article  by  H.  G.  Wolff  in  Clinics,  1944,  2,  1394. 

Now  Dr.  W.,  how  does  the  patient  describe  his  headache? 

A.  He  says  it  is  a  severe  aching.  It  does  not  throb,  although 
sometimes  he  feels  a  rushing  noise  in  the  head.  It  is  chiefly  occipital 
and  vertical,  but  sometimes  frontal  or  left  temporal.  It  may  occur  at 
any  time  in  the  day. 

Q.  Is  there  any  evidence  of  brain  tumour  here? 

A.  No.  I  do  not  think  so.  There  is  no  vomiting  and  no  papil- 

lcedema. 

Q.  What  further  tests  would  you  want  to  exclude  a  brain  tumour  '. 

A.  An  electro-encephalogram,  a  lumbar  puncture,  an  X-ray  ot 
the  skull,  and  a  ventriculogram. 

Q.  Before  we  come  to  the  results  of  the  investigations,  let  us 
complete  the  clinical  examination.  Look  at  the  patient  again,  Dr.  W., 
and  tell  us  if  you  have  missed  anything. 

A.  I  cannot  see  anything  else. 

Q.  But  surely  you  are  struck  by  the  appearance  of  his  head,  it 
was  the  first  thing  I  noticed  when  T  saw  him.  Do  you  not  observe 
the  marked  saddle-bridge  deformity  of  the  nose?  Look  how  large  his 
skull  is  compared  with  the  size  of  the  face.  The  calvarium  is  massive 
square,  with  a  prominent  forehead.  It  may  have  always  been  so,  but 
I  noticed  his  photograph  in  the  bedroom,  taken  when  he  was  a  young 
man.  He  had  a  large  head  then,  but  not  as  large  as  't  appears  now 
I  enquired  what  size  hat  he  takes,  and  he  answered  85.  As  my  hat  is  6, 
I  asked  to  see  his  hat.  A  new  hat  was  produced  from  the  wardrobe, 
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and  on  looking  inside  I  found  the  size  was  7f.  What  is  the  circum¬ 
ference  of  his  head?  Have  you  measured  it? 

A.  No. 

Q.  Well,  will  you  do  so. 

A.  It  is  23j  in. 

Dr.  K.  says,  I  have  a  large  head.  When  I  was  an  undergraduate  the 
students  used  to  say  I  was  hydrocephalic. 

Q.  What  size  hat  do  you  take? 

A.  I  do  not  know,  I  know  the  circumference  of  my  head  is  57-5  cm. 


Fig.  68.  Skull  showing  slight  thickening  of  calvarium. 


Q.  How  many  inches  is  that? 

A.  23  in. 

Q.  What  do  you  do  when  you  want  to  buy  a  new  hat? 
say  want  a  hat.  The  circumference  of  my  head  is  23  in  9  ” 
A.  Yes ! 


Do  you 


in  ,£•  Tf'!’  the  patient  has  a  lar§e  head  and  there  is  slight  bossins 

m  the  right  temporal  region.  What  does  this  suggest''  ?  g 

A.  Paget’s  disease. 

Q-  And  the  saddle-bridge  depression  of  the  nose9 
A.  Congenital  syphilis. 

Q '  D°  y°U  think  Paget’s  diseai*  could  account  for  the  headache? 
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A.  Yes.  Headache  is  a  fairly  common  symptom  in  Paget’s 
disease.  The  lushing  sound  he  described  might  be  due  to  the  increased 
vascularity  of  bone  which  occurs  in  Paget’s  disease. 

Q.  1  expect  now  you  would  like  to  know  the  results  of  some  of 
the  investigations.  First  the  renal  function,  as  chronic  uraemia  may 
cause  headache.  The  urine  contains  no  albumin  and  no  sugar.  No 
casts  were  found.  The  blood  urea  is  normal,  31  mg./lOO  c.c.  The  Van 
Slyke  renal  function  test  is  55  per  cent.  This  is  below  normal,  so  there 
may  be  an  element  of  renal  failure.  The  blood  Wassermann  is  negative, 


Fig  69.  Lateral  view  of  skull  showing  evidence  of  advanced  Paget  s  disease. 
Considerable  thickening  of  outer  table  and  diploe.  Commencing  involvement 
of  inner  table  in  occipital  region  and  amorphous  changes  throughout  vau  . 


it  is  unlikely  that  he  has  syphilis.  The  blood  count  is  Red  cells  4-85 
millions  per  cm,  Hb.  83  per  cent,  White  cells  6,900  per  cm, 
differential  count  normal.  There  is  not  sufficient  anaemia  to  cause 
headache.  The  sedimentation  rate  of  the  red  cells  is  raised  to  48 
mm./l  hour  (Westergren).  X-ray  of  the  sinuses  show  the  right  antrum 
is  opaque— so  there  may  be  infection  here  accounting  for  the  anaemia 
and  increased  sedimentation  rate.  Here  is  the  X-ray  of  the  skull. 
There  is  thickening  of  the  calvarium  (see  Fig.  68),  suggesting  the 
possibility  of  Paget’s  disease— but  not  being  diagnostic.  The  radio¬ 
logist  does  not  think  that  Paget’s  disease  is  present.  Compare  it  wit 
the  X-ray  of  the  skull  of  a  patient  in  the  other  ward  showing  well 
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marked  Paget’s  disease  (see  Fig.  69).  She  had  facial  palsy  on  the  left 
side  probably  due  to  narrowing  of  the  stylo-mastoid  foramen.  The 
electro-encephalogram  shows  no  evidence  ol  a  cerebral  tumour  or  of 
raised  intracranial  pressure.  It  is  slightly  abnormal,  the  slow  dominant 
alpha  rhythm  of  7  to  8  cycles  per  second,  being  disturbed  in  all  areas  by 
occasional  5  cycles  per  second  wave.  This  type  of  E.E.G.  is  frequently 
seen  in  elderly  people.  The  alkaline  and  acid  phosphatase  content  of 
the  blood  are  normal.  X-ray  of  the  cervical  spine  shows  narrowing  of 
the  discs  between  C.  5,  6  and  7,  probably  due  to  disc  degeneration. 
The  bones  in  the  dorsal  spine  are  osteoporotic.  The  patient  has 
been  seen  by  the  E.N.T.  surgeon  who  found  thick  pus  in  the  right 
antrum,  and,  despite  six  wash-outs,  the  antrum  still  contains  pus.  There 
is  no  change  in  the  electrocardiogram  from  the  one  taken  before 
admission  here,  the  findings  are  those  of  cardiac  ischaemia  and  not  of 
coronary  thrombosis.  X-ray  of  the  chest  shows  the  heart  slightly 
enlarged  and  the  aorta  uncoiled,  indicating  some  atheromatous  change. 
These  investigations  therefore  indicate  that  the  patient  has:  (1)  Chronic 
infection  of  the  right  antrum.  (2)  Mild  anaemia  and  increased  sedi¬ 
mentation  rate,  probably  due  to  the  infection.  (3)  A  slight  degree  of 
renal  failure.  (4)  Atheroma  of  the  aorta,  and  probably  other  vessels 
are  affected  to  some  extent  by  arteriosclerosis. 

The  headache  is  not  pulsating  so  we  can  exclude  migraine  and 
histamine  headaches.  There  is  no  fever  and  the  blood  pressure  is  not 
raised.  The  most  likely  cause  of  tht  headache  is  deficient  cerebral 
circulation  due  to  cerebral  arteriosclerosis  with  a  tendency  to  low  blood 
pressure.  The  headache  has  been  very  variable  since  admission  to 
hospital.  On  one  day  it  was  on  the  right  side,  on  the  next  on  the  left 
and  later  in  the  occipital  or  frontal  region.  The  treatment  given  has 
been  the  administration  of  Coramine  by  mouth,  15  drops  t.i.d.  and 

the  patient  says  the  headache  is  improving;  on  some  days  he  is  quite 
free  from  it.  M 


Four  months  later  I  was  informed  that  the 
headaches  and  was  leading  a  normal  life. 


patient  had  lost  his 
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I  do  not  think  you  will  have  any  difficulty,  Dr.  B.,  in  discovering 
what  is  the  matter  with  this  patient,  but  it  makes  a  change  to  show 
occasionally  a  classical  example  of  a  well-known,  although  somewhat 
uncommon  disease.  It  also  exemplifies  the  fact  that  in  medicine,  as  in 
surgery,  the  diagnosis  can  sometimes  be  made  by  inspection  alone. 

The  patient  is  a  widow,  seventy-nine  years  of  age.  I  was  asked  to 
see  her  twelve  days  ago,  chiefly  on  account  of  headache  which  had 
troubled  her  for  six  months  and  which  was  becoming  more  intense. 
She  said  that  the  pain  in  the  head  was  throbbing,  situated  chiefly  in 
the  frontal  region,  and  she  felt  that  she  wanted  to  support  her  forehead 
with  her  hands.  She  also  told  me  that  her  ribs  were  painful,  that  she 
had  been  deaf  for  four  years,  and  that  there  was  a  sensation  as  of 
rushing  water  in  the  left  ear.  Three  months  ago  she  fell  and  broke  her 
right  clavicle,  and  a  year  ago  she  stumbled  and  fractured  her  left 
wrist.  We  will  leave  you  now.  Dr.  B.,  to  ask  any  other  questions  and 
to  examine  the  patient,  while  we  divert  ourselves  with  a  few  X-ray  films. 

Q.  Well,  Dr.  B.,  what  else  have  you  discovered  in  the  history? 

A.  Mrs.  K.  has  had  eleven  children,  and  eight  are  alive  and  well. 
One  child  was  still-born,  one  died  of  lung  abscess,  and  the  third  suc¬ 
cumbed  to  erysipelas.  The  patient  has  seven  brothers  and  sisters,  but 
she  does  not  know  anything  about  them,  as  they  emigrated  to  various 
parts  of  the  world.  Her  husband  died  of  cancer  of  the  lung.  Her 
mother  lived  to  the  age  of  eighty-six,  and  her  father  died  of  dropsy 
when  he  was  forty  years  old. 

Q.  There  is  nothing  very  significant  in  the  family  history.  What 
else  have  you  found  out  about  the  patient’s  past  history  ? 

A.  Mrs.  K.  had  scarlet  fever  when  she  came  of  age,  and  this  was 
followed  by  an  abscess  in  the  neck.  Twenty-seven  years  ago  she 
suffered  from  headaches,  about  the  time  of  the  “  change,”  but  they 
disappeared.  The  onset  of  her  present  illness  was  probably  ^eighteen 
years  ago,  when  she  was  sixty-one  years  old.  She  then  had  terrible 
pains  in  the  back,”  all  the  way  up  the  spine,  and  also  pains  in  the  pelvis 
and  hips.  She  attended  a  hospital  in  London  for  treatment.  Twelve 
years  ago  she  noticed  her  right  foot  was  enlarging  and  her  right  leg 
began  to  twist.  Ten  years  ago  she  went  to  hospital  again  on  account  o 
pains  in  the  right  loin  which  she  thought  might  be  due  to  kidney 
trouble.  After  this  she  kept  fairly  well  for  four  years.  She  then  had 
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trouble  with  her  eyes.  The  first  symptom  was  that  the  letters  jumped 
about  when  she  was  reading,  and  at  times  her  sight  became  misty. 
She  was  told  she  had  cataract  in  the  right  eye.  The  sight  has  become 
much  worse  lately.  Three  years  ago  she  noticed  both  legs  were  becom¬ 
ing  bent,  and  recently  her  head  has  become  larger.  It  is  tender  to  touch 
and  feels  sore.  For  the  last  ten  months  she  has  been  feeling  bewildered. 
She  does  not  know  what  is  going  on,  and  forgets  what  she  wants  to  do. 
The  top  of  her  head  feels  very  heavy,  and  she  wants  to  lift  it.  The 
deafness  has  become  worse  since  an  attack  of  influenza  six  weeks 
ago. 

Q.  This  is  a  fairly  typical  history  of  a  slowly  progressive  disease 
extending  over  many  years.  Did  she  tell  you  anything  about  her 
height? 

A.  Yes,  she  is  not  so  tall  as  she  used  to  be. 

Q.  What  did  you  find  when  you  examined  her? 

A.  One  has  only  to  look  at  her  head  to  see  she  has  Paget’s  disease. 
Q.  Why? 

She  has  a  very  large  head. 

There  are  other  conditions  besides  Paget’s  disease  which 
cause  a  large  head.  What  are  they? 

A.  Rickets,  syphilis,  leontiasis  ossea  and  osteo-malacia. 

Q.  Yes,  and  hydrocephalus,  and  oxycephaly  or  “  Turmschadel  ” 
about  which  we  talked  one  afternoon  (“  Applied  Medicine,”  p.  341). 
How  has  the  shape  of  the  head  in  Paget's  disease  been  described? 

A.  Like  a  triangle  with  the  base  upwards. 

Q.  In  what  condition  do  you  find  the  reverse  shape,  the  apex  of 
the  triangle  being  above  and  the  base  below? 

A.  In  acromegaly. 

Q.  Who  pointed  this  out? 

A.  Virchow. 

patifnt’s^ead? WaS  Ma"e'  What  *S  the  circumference  of  the 

A.  I  have  not  measured  it. 

Q.  I  thought  you  said  you  had  examined  her.  Here  is  a  tane 
measure.  a  l£lPc 

A.  The  circumference  is  234  in. 

Thjs  is  2  in.  more  than  the  average  circumference  of  a  woman’s 

What  about  the  rest  of  the  skeleton.  Ask  her  to  stand  out  of 


A. 

Q • 


Q 

head. 


bed. 

A.  There  is  kyphoscoliosis. 

Q •  What  is  her  height? 

A.  I  have  not  measured  her. 

do  you  notice?5  2  ^  ‘a"’  “d  ^  USed  ‘°  be  5  ft'  6  in-  What  else 
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A.  The  chest  appears  narrowed  from  side  to  side.  The  neck  is 
short.  The  thorax  seems  to  be  shortened,  the  pelvis  is  wide,  and  the 
tibiae  are  bowed  forwards. 

Q.  She  is  able  to  approximate  the  knees  which  is  often  not  the 
case  in  Paget’s  disease,  owing  to  an  outward  and  forward  bowing  of 
the  femora.  The  right  foot  is  everted.  The  arms  look  long,  and  the 


Fig.  70.  Patient  suffering  from  Paget’s  disease  of 

bone. 


hands  reach  down  to  the  lower  part  of  the  thighs  (see  Fig.  70).  What 

else  did  you  find  when  you  examined  the  legs? 

A  The  right  tibia  is  more  bowed  forwards  than  the  left  and  both 

bones  are  tender. 

Q.  What  did  you  find  on  palpation  .  ,r,mverse 

A.  The  right  tibia  is  broader  than  normal,  and  some  transvers 

lumps  can  be  felt  on  it. 

Q.  What  else  did  you  notice  on  palpation  . 

A.  Nothing. 
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Q.  Dr.  P.,  place  your  hand  first  on  the  right  tibia  and  then  on  the 
left,  and  tell  us  what  you  feel. 

A.  The  bones  are  firm. 

Q.  Yes — did  you  expect  them  to  be  soft  because  they  are  curved  ? 
Put  your  hand  on  them  again.  What  do  you  appreciate  apart  from 
tactile  sensations? 

A.  The  skin  over  the  right  tibia  is  hotter  than  the  skin  over  the 
left  tibia. 

Q.  Yes.  We  have  taken  the  skin  temperatures.  On  the  right 


Fig.  71.  X-ray  of  pelvis  in  Paget’s  disease. 


the  temperature  is  91°  F.,  on  the  left  85°  F. 
tion  is  of  any  importance? 

A.  Yes.  It  is  due  to  the  increased 
Paget’s  disease. 


Do  you  think  this  observa- 
vascularity  of  the  bones  in 


Q.  It  is  said  that  the  blood  flow  through  the  affected  bones  mav 
e  increased  to  twenty  times  the  normal,  probably  due  to  arteri^ 
venous  shunts.  This  may  result  in  what  is  called  hi ah  ,  «  arteno- 

failure.  What  bones  are  usually  affected  in  Paget's  disease^  “ 
A.  Only  one  bone,  such  as  the  clavicle  nr  n  ndvio  u 
affected.  This  is  called  the  monostotic  variety.  Usually  severalbones 
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are  affected,  especially  the  bones  of  the  pelvis,  the  vertebra,  the  femur, 
the  tibia,  the  skull,  the  clavicle,  the  humerus  and  the  radius. 

Q.  What  are  the  radiological  appearances  of  the  bones  in  Paget’s 
disease? 

A.  The  bone  may  appear  spongy  with  criss-cross  trabecula,  or 
amorphous  showing  in  the  X-ray  film  as  an  opaque  deposit. 

Q.  What  are  the  pathological  changes? 

A.  There  are  irregular  areas  of  osteoporosis,  which  lead  to 


Fig.  72.  Patient  seven  years  ago. 

softening  and  bending  of  the  bone,  and  later  new  bone  formation 

occurs  owing  to  the  activity  of  osteoblasts.  . 

O.  Here  are  the  X-rays  of  the  skull,  and  of  the  pelvis  (Fig.  71). 
The  skull  shows  the  uneven  thickening  of  the  outer  table,  a  soft  cotton¬ 
wool  appearance  of  the  bones  of  the  vault  and  some  denser  areas. 
The  pelvis  shows  the  spongy  changes.  All  the  bones  have  been  X-rayed 
in  this  patient  and  changes  characteristic  of  Paget  s  disease .  have  been 
found  in  the  skull,  the  ribs,  the  clavicles,  the  right  scapula,  the  head 
the  right  humerus,  the  left  ulna/the  left  radius,  the  sacrum,  the  pelvis, 
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the  femora,  the  tibiae,  the  fibulas  and  the  right  fourth  and  left  filth 
metacarpals.  I  have  a  photograph  here  showing  the  patient's  appear¬ 
ance  seven  years  ago,  before  the  head  was  affected.  You  will  see  what 
a  remarkable  change  has  been  effected  in  a  comparatively  short  time 
(see  Fig.  72).  Before  considering  the  other  investigations  we  will  see 
what  you  know  about  the  history  of  this  disease.  Who  was  Paget? 

A.  He  was  Sir  James  Paget,  a  surgeon,  on  the  staff  of  Barts. 

Q.  When  did  he  describe  this  disease? 

A.  I  think  about  fifty  years  ago. 

Q.  It  was  sixty-seven  years  ago.  He  read  a  paper  on  it  before 
the  Royal  Medical  and  Chirurgical  Society  of  London  on  November 
14th,  1876.  I  have  the  volume  here  in  case  you  should  care  to  study  it, 
and  it  is  well  worth  your  while  to  do  so.  Not  even  Dr.  B.,  who  has 
examined  this  patient,  could  I  think  write  a  better  clinical  description 
of  the  features  of  the  disease.  The  article  is  entitled  “  On  a  Form  of 
Chronic  Irritation  of  Bones  (Osteitis  Deformans),”  and  the  reference  is 
Med-Chir.  Trans.  (London),  1877,  60,  37.  Paget  was  sixty-two  years 
old  when  he  described  this  disease.  As  you  will  see  from  this  photo¬ 
graph  he  was  a  very  handsome  man.  He  always  worked  at  high  pres¬ 
sure  or,  as  he  said  once,  “  to  within  an  inch  of  my  life.”  In  addition  to 
being  President  of  the  College  of  Surgeons  he  was  Serjeant  Surgeon  to 
Queen  Victoria.  Now  I  think  it  would  do  you  good  if  I  read  some 
abstracts  of  Paget’s  description  of  the  disease.  The  original  patient, 
before  the  disease  began,  was  a  tall,  thin,  well-formed  man,  who  lived 
in  rather  a  cold,  damp  place  in  the  North  of  England.  He  first  showed 
signs  of  the  disease  at  the  age  of  forty-six.  The  early  symptoms  were 
aches  and  pains  in  the  thighs  and  legs,  chiefly  after  exercise.  A  year 
later  the  patient  noticed  the  left  shin  was  misshapen.  Paget  saw  him 
for  the  first  time  two  years  after  this.  He  found  the  left  tibia  broad, 
especially  in  the  lower  half,  with  an  uneven  surface.  He  diagnosed  the 
condition  as  periostitis  and  prescribed  iodide  of  potassium  and  liquor 
potassae,  which  did  no  good.  Three  years  later  the  left  tibia  had  become 
curved  anteriorly.  The  left  femur  was  also  now  enlarged  and  arched 
forwards  and  outwards,  so  that  the  left  knee  could  not  be  brought  in 
contact  with  the  right.  The  left  leg  was  a  quarter  of  an  inch  shorter 
than  the  right,  and  there  was  widening  of  the  pelvis  on  the  left  side 
The  patient  now  noticed  the  right  side  of  his  head  enlarged  but  the 
enlargement  was  not  yet  clearly  visible. 

During  the  succeeding  seventeen  years  the  left  femur  and  tibia 
became  larger,  heavier  and  somewhat  more  curved.  Very  slowly  the 
bones  of  the  right  leg  followed  the  same  course,  until  they  gained^ery 
nearly  the  same  s,ze  and  shape.  The  knees  gradually  became  bent  and 

'  ndfn  1 844  h^  The  Pf lent  was  a  member  of  the  Yeomanry  Corps, 

and  in  1844  he  wore  a  shako  measuring  221  in.  inside;  in  1876  his  hat 
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measured  21\  in.  inside.  Paget  adds  “  in  its  enlargement,  however,  the 
head  retained  its  natural  shape  and,  to  the  last,  looked  intellectual, 
though  with  some  exaggeration.” 

The  spine  slowly  became  curved  and  almost  rigid.  The  cervical 
and  upper  dorsal  spine  formed  a  strong  posterior,  not  angular,  curve 
and  an  anterior  curve  of  similar  shape  was  formed  by  the  lower  dorsal 
and  lumbar  spine.  The  patient’s  height  fell  from  6  ft.  1  in.  to  5  ft.  9  in. 
The  chest  became  flattened  from  side  to  side,  and  deep  from  before 


Fig.  73.  The  first  case  described  of  Paget's 
disease  ( Med.-Chir .  Trans.  {London),  1877, 
60,  37). 


backwards.  The  chest  movements  were  restricted.  The  head  was 
advanced  and  lowered  so  that  the  neck  became  very  short,  and  the  chin, 
in  a  position  of  repose,  was  an  inch  lower  than  the  top  of  the  sternum. 
The  abdomen  was  short  and  broad,  the  pelvis  wide  and  low.  The  arms 
appeared  unusually  long,  the  hands  hung  low  down  by  the  thighs  and 
in  front  of  them.  The  attitude  on  standing  looked  simian—1  think 
this  is  a.1 very  happy  simi.e-sharp.y  in  contrast  with  the  arge  head  and 
handsome  feature.  The  upper  limbs  remamed  perfect  Here  is 

photograph  of  Paget's  patient  (see  Fig.  )•  11  ‘’n“  | 

patient  developed  a  carcinoma  of  the  upper  third  of  the  left  radius,  a 
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he  died  in  March  1876  from  heart  failure  with  right-sided  pleural 
effusion.  Mitral  regurgitation  had  first  been  noted  in  1870.  The 
malignant  disease  of  the  radius  was  probably  what  we  now  call  osteo¬ 
genic  sarcoma  which  has  been  recorded  in  28  per  cent  of  one  series  ol 
71  cases  of  Paget’s  disease. 

This  is,  I  think,  a  wonderful  clinical  description  of  the  case,  which 
we  could  not  improve  on.  Paget  considered  that  the  bones  most  often 
affected  are  those  which  bear  weight,  whereas  Albright  in  America, 
more  recently,  has  suggested  that  the  bones  affected  are  those  sub¬ 
jected  to  the  tension  of  muscular  contractions;  and  that  the  head  is 
affected  owing  to  the  contraction  of  the  temporal  muscles,  which  seems 
to  me  to  be  a  very  unlikely  event. 

Is  there  anything  in  the  history  of  this  patient  which  might  have 
predisposed  to  the  development  of  Paget’s  disease  in  the  legs? 

A.  I  do  not  think  so. 

Q.  She  did  not  confide  in  you  then  that  up  to  the  age  of  thirty 
she  spent  a  great  part  of  her  life  on  the  stage  as  a  “  principal  boy  ”  and 
as  a  ballerina. 

A.  No. 


Q.  Paget  concludes  his  paper  with  an  account  of  the  post-mortem 
findings.  The  chemical  analysis  of  the  bones  showed  no  abnormality. 
The  pathologist,  Dr.  Butlin,  considered  that  only  three  conditions  could 
produce  the  bony  changes,  a  new  growth  (tumour),  hypertrophy,  or 
chronic  inflammation.  Of  these  he  said  only  chronic  inflammation 
could  be  responsible.  He  found  the  changes  in  the  long  bones  indicated 
a  greatly  increased  quantity  of  blood  in  the  bone  vessels.  The  perio¬ 
steum  and  medulla  were  not  affected. 

After  this  interlude  we  will  return  to  our  patient.  Are  there  any 
further  investigations  you  would  like  carried  out? 

A.  I  should  like  the  blood  examined  for  calcium,  phosphate  and 
alkaline  phosphatase. 


Q.  What  do  you  expect  to  find  in  Paget’s  disease? 

phosphate  and  calcium  should  be  normal  and  the  alkaline 
phosphatase  considerably  raised. 

Q.  We  have  these  results.  The  blood  calcium  is  9Tng  /100  c  c 
the  phosphate  4-2  mg./lOO  c.c„  and  the  alkaline  phosphatase  is  120 
units/100  c.c.  What  do  you  think  of  these  figures? 

A.  The  calcium  and  phosphate  are  normal,  the  alkaline  phos- 
uniTpeMOOc.c.'8  ’  **  n°rma'  ^  ^  3  ‘°  13  Kin§  Armstrong 


.  Q'  ^r'  Y"’  ^ou  usual|y  he*P  us  whh  biochemistry.  What  is  the 
significance  of  a  high  alkaline  phosphatase  reading  in  bone  disease^ 

A  The  alkaline  phosphatase  is  made  in  bone  in  osteoblasts 
Which  increases  the  concentration  of  phosphate  ions  by  hydrolysing 
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salts  of  phosphoric  esters  carried  to  the  bone  in  the  blood  stream.  This 
iesults  in  deposition  ol  calcium  phosphate  around  and  in  the  osteo¬ 
blasts. 

Q.  A  very  learned  answer,  which  I  trust  is  correct.  Is  the  plasma 
alkaline  phosphatase  always  raised  in  Paget’s  disease? 

A.  Yes — the  books  say  so. 

Q.  Well  then,  I  do  not  agree  with  the  books.  It  is  sometimes  said 
that  in  the  monostotic  form  ol  Paget’s  disease,  in  which  only  one  bone 
is  affected,  the  alkaline  phosphatase  is  normal,  but  we  have  seen 
cases  in  these  wards  in  which  several  bones  have  been  affected,  and  in 
which  the  patient  is  suffering  from  pains,  with  a  normal  alkaline 
phosphatase. 

Is  there  any  other  chemical  examination  which  may  be  of 
interest  in  Paget’s  disease? 

A.  Nothing  that  I  know  of. 

Q.  What  do  you  say,  Dr.  R.? 

A.  I  think  the  calcium  content  of  the  urine  is  often  increased. 

Q.  Yes,  it  may  be  four  times  the  normal  amount  and  it  does  not 
appear  to  be  related  to  the  duration  of  the  disease  or  the  type  of  bony 
lesion  as  shown  by  X-rays.  What  do  you  think  of  the  deafness? 

A.  It  may  be  due  to  the  Paget’s  disease. 

Q.  Do  you  mean  that  the  auditory  nerve  may  be  compressed  by 
the  bony  changes? 

A.  Yes. 

Q.  It  is  usually  said  that  there  is  no  narrowing  of  the  foramina 
of  the  skull  in  Paget’s  disease.  The  Ear  Surgeon  has  examined  the 
patient  and  he  reports  “  There  is  moderate  conduction  deafness  in 
both  ears,  almost  certainly  due  to  the  Paget  type  of  otosclerosis.” 
Did  you  examine  the  eyes,  Dr.  B.? 

A.  Yes.  I  think  there  is  cataract  in  both  eyes — I  could  not  see 

the  fundi  clearly. 

Q.  The  ophthalmologist  does  not  appear  to  agree  with  you.  He 
reports:  “  There  are  very  extensive  changes  involving  the  macula  in 
each  eye.  These  changes  originate  in  the  choroid  and  are  not  uncom¬ 
monly  associated  with  Paget’s  disease.  I  have  looked  up  the  subject, 
and  find  all  sorts  of  eye  lesions  have  been  described  in  Paget’s  disease, 
including  diplopia,  proptosis,  optic  atrophy,  cataract,  retinal  haemor¬ 
rhage,  choroidal  degeneration  and  macular  changes.  It  is  possible 
that  the  retinal  changes  are  due  to  the  arteriosclerosis  which  frequently 
occurs  in  Paget’s  disease.  Bony  lesions  in  the  orbit  may  cause  prop¬ 
tosis,  diplopia  or  optic  atrophy.  Our  patient  has  arteriosclerotic 

changes  in  the  legs  as  shown  by  the  X-rays. 

I  read  you  a  little  of  Paget’s  account  of  the  post-mortem  findings. 

How  would  you  describe  the  dried  bones  in  Paget  s  disease  ? 
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A.  A  bone  like  the  femur  or  tibia  appears  pitted  on  the  surface, 

it  has  lost  the  appearance  of  ivory  bone. 

Q.  It  can  be  described  as  lighter,  thicker  and,  in  places,  softer 
than  normal.  It  may  be  so  soft  that  it  can  be  cut  by  a  knife.  What 
other  changes  are  there? 

A.  Under  the  periosteum  there  may  be  areas  of  thickened 
bone. 

Q.  What  about  the  medullary  cavity? 

A.  It  is  often  compressed  and  narrowed. 

Q.  Does  this  result  during  life  in  any  failure  of  bone  marrow 
function? 

A.  No.  There  is  no  leuco-erythroblastic  anaemia,  no  agranulo¬ 
cytosis,  and  no  purpura  due  to  deficient  platelet  formation. 

Q.  We  have  already  said  that  Paget  considered  the  disease  was 
inflammatory  in  nature.  This  view  is  not  held  now.  What  do  we 
think  is  the  cause  of  Paget’s  disease,  Dr.  M.? 

A.  The  cause  is  not  known,  but  it  is  generally  held  to  be  a  local 
disease  of  bone,  and  not  a  general  disease. 

Q.  Well,  what  views  have  been  held  as  to  its  etiology? 

A.  It  has  been  suggested  that  it  is  due  to  an  unknown  toxin. 

Q.  And  what  else? 

A.  Some  writers  have  suggested  it  is  due  to  an  endocrine  dis¬ 
turbance,  especially  to  hyperparathyroidism. 

Q.  This  view  is  not  usually  accepted,  the  bone  changes  are  unlike 
those  found  in  generalized  osteitis  fibrosa,  and  there  is  no  rise  in  the 
blood  calcium. 


A.  Dr.  B.  intervenes:  Telfet  in  Cape  Town  suggested  that  Paget’s 
disease  is  due  to  what  he  described  as  “  a  failure  of  one  facet  of  phos¬ 
phate  metabolism.  He  thinks  there  is  a  condition  of  secondary  or 
compensatory  hyperparathyroidism  resulting  from  accumulation  of 
phosphates  in  the  blood.  This  results  in  mobilizing  calcium  ions  from 
the  bones,  with  softening  of  the  bones.  When  the  parathyroids  cease 
to  respond  to  the  phosphate  stimulus,  which  is  likely  to  be  the  case  in 
older  people,  a  state  of  relative  hypoparathyroidism  ensues  and  deposi¬ 
tion  of  calcium  salts  occurs,  which  leads  to  the  hardening  of  the  bones 
in  the  second  stage  of  the  disease.  Telfet  published  his  paper  in  the 

Sou,h  Afncan  Medical  Journal  in  1952.  I  will  bring  you  a  copy  of  the 
paper  next  week.  py  e 

Q.  Thank  you  very  much.  I  am  sure  I  shall  read  it  with  interest 
I  presume  you  come  from  South  Africa. 

A.  Yes.  Telfet  also  believes  that  the  monostotic  form  of  Paeefs 
disease  ,s  not  Paget’s  disease  at  all.  He  says  i,  is  a  fibrous  disease  of 

— '.T  3fraid  W£  "1USt  Say  that  the  cause  of  Paget’s  disease  is 
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unknown,  despite  these  various  theories.  How  would  you  treat  a 
case  of  Paget’s  disease,  Dr.  K.? 

A.  It  is  important  not  to  immobilize  the  patient  in  bed 

Q.  Why? 

A.  If  the  patient  is  kept  strictly  in  bed  for  some  time  there  is  a 
fall  in  the  serum  phosphate  and  increase  of  calcium  excretion  in  the 
urine,  so  much  so  that  the  patient  may,  as  they  say,  pass  his  skeleton 
in  the  urine  and  sulfer  a  chemical  death  from  loss  of  calcium. 

Q.  We  do  not  know  any  cure  for  Paget’s  disease.  Osier  in  his 
“  Textbook  of  Medicine  ”  wrote  “  treatment  seems  to  be  of  no  avail.” 
I  have  found  that  deep  X-ray  treatment  often  relieves  the  pains.  What 
else  is  usually  recommended? 

A.  A  diet  rich  in  calcium,  phosphorus  and  vitamins.  Twenty 
thousand  units  of  vitamin  D  should  be  given  daily,  and  1,000  mg.  of 
ascorbic  acid.  If  the  patient  is  confined  to  bed  a  low  calcium  diet  should 
be  given. 

Q.  Has  any  other  treatment  been  suggested.  Dr.  B.? 

A.  Yes.  Telfet  has  found  that  patients  improve  with  the  adminis¬ 
tration  of  soluble  aluminium  salts.  They  lose  their  pains  and  feel 
better.  The  mixture  he  prescribes  contains  Liq.  alumin.  acetat.  (B.P.) 
fl.  oz.  li,  syrup  m.  360,  ess.  cherry  conf.  opt.  m.  4,  mel  depurat.  (B.P.) 
ad  fl.  oz.  4.  M.  60  q.i.d.  p.c.  The  aluminium  is  said  to  combine  with 
phosphate  in  the  intestine  and  prevent  its  excretion  in  the  urine. 

Q.  This  is  highly  interesting,  because  I  have  been  making  enquiries 
in  our  hospital  dispensary  to  see  if  I  could  find  out  how  Paget  s  disease 
was  treated  here  forty  years  or  so  ago.  They  turned  up  a  prescription 
and  it  is  written  on  the  card  that  it  is  for  osteitis  deformans.  It  has  not 
been  used  for  many  years.  The  prescription  is  Liq.  alumin.  acetat.  m. 
150,  syrup  m.  90,  flavouring  q.s.,  honey  ad  fl.  oz.  1.  M.  60  q.i.d.  This 
bears  a  strange  resemblance  to  the  one  you  have  quoted! 

“  The  thing  that  hath  been  it  is  that  which  shall  be,  and  that  which  is 
done  is  that  which  shall  be  done:  and  there  is  no  new  thing  under  the 
sun  ” — not  even  in  South  Africa. 
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The  doctor  who  asked  me  to  see  this  patient  sent  the  following 
introductory  note:— “  The  above  is  very  bronchial  and  dyspnoeic. 
She  has  had  slight  traces  of  glycosuria  for  the  past  three  years  and  has 
never  taken  insulin.  She  is  very  frail  and  thin,  and  the  family  are 
beginning  to  get  worried  about  her.  I  would  be  very  grateful  for  your 
opinion  and  investigation  of  her.”  1  examined  the  lady  on  February 
1 1th,  1953,  and  two  days  later  she  was  admitted  to  hospital  here.  Who 

is  the  Clerk  ? 

A.  I  am,  Sir. 

Q.  Will  you  read  out  the  history,  please. 

The  Clerk  reads:  Mrs.  G.  is  sixty-eight  years  old,  married.  She 
has  four  children,  all  girls,  alive  and  well.  Her  husband  is  alive  and 
well.  She  has  not  been  well  for  the  last  three  months,  following  a 
chill,  and  she  has  been  in  bed  since  then.  Her  chief  complaints  are 
extreme  lassitude,  loss  of  weight,  loss  of  muscular  power,  pain  in  the 
left  subcostal  region,  abdominal  pains  about  one  hour  after  food,  and 
constipation.  The  pain  spreads  from  the  lower  part  of  the  abdomen  up 
the  trunk  to  each  side  of  the  head.  She  said,  “  I  feel  as  if  my  stomach  is 
in  my  head.”  Bread  or  other  solid  food  brings  on  the  pain.  She  can 
take  milk  or  tea  without  any  subsequent  pain.  She  feels  cold  in  the 
stomach  and  the  pain  is  better  in  warm  weather,  and  also  when  she 
passes  urine  or  belches.  She  is  also  short  of  breath  and  has  to  sleep 
propped  up. 

Q.  How  much  weight  has  she  lost? 

A.  During  the  last  eighteen  months  she  has  lost  3  st.  She  weighs 
only  4  st.  8  lb.  now. 

Q.  How  tall  is  she? 

A.  I  think  about  5  ft. 

Q.  You  have  not  measured  her? 

A.  No,  Sir. 

Q.  Her  height  is  4  ft.  11  in.  What  about  the  past  history? 

A.  She  has  had  no  serious  illnesses,  and  no  operations.  She  had 
left-sided  pneumonia  in  about  1938.  Diabetes  was  detected  first  about 
four  years  ago. 

Q.  What  is  her  nationality? 

A.  She  was  born  in  Poland,  she  has  lived  here  for  fifty  years  but 
she  speaks  very  little  English. 

Q.  What  about  the  family  history? 

A.  Her  father  died  aged  seventy  and  her  mother  is  dead  She 
does  not  know  any  details  about  them.  One  brother  died  of  diabetes. 
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one  is  alive  and  well.  One  sister  died  of  old  age,  one  is  alive  and  well. 

Q.  Now,  Dr.  J.,  you  come  from  Liverpool,  I  believe,  will  you 
examine  the  patient  and  see  if  you  can  find  out  the  cause  of  her  troubles. 

****** 

Q.  Well,  what  do  you  find? 

A.  There  is  evidence  of  marked  loss  of  weight. 

Q.  What  evidence? 

A.  The  skin  over  the  abdomen  is  very  lax  and  can  easily  be  picked 
up.  She  is  very  wasted  and  the  bony  prominences  are  well  marked. 
She  looks  dehydrated. 

Q.  I  should  have  said  she  looks  wizened  rather  than  dehydrated, 
but  I  see  from  the  notes  my  house  physician  agrees  with  you,  and 
ordered  4  pints  of  fluid  daily.  What  else  did  you  find? 

A.  There  is  no  obvious  anaemia.  There  is  senile  osteo-arthritis  of 
the  wrists  and  fingers,  with  slight  ulnar  deviation.  The  tongue  is  dry. 
There  are  small  petechial  haemorrhages  on  the  soft  palate.  There  are 
no  abnormal  signs  in  the  chest.  The  apex  beat  is  in  the  fifth  left  space, 
2\  in.  from  the  mid-line.  There  are  no  murmurs.  The  blood  pressure 
is  120/60  mm.  Hg.  The  pulse  is  small  and  regular. 

Q.  What  about  the  arteries? 

A.  I  did  not  examine  them. 

Q.  If  you  look  at  the  arms  you  will  see  the  brachial  arteries  are 
thickened,  tortuous  and  move  with  each  beat — they  are  locomotor. 
What  about  the  abdomen? 

A.  It  is  slightly  distended  in  the  lower  part.  There  is  slight 
tenderness  in  the  right  loin  and  the  lower  pole  of  the  right  kidney  is 
palpable.  The  liver  edge  is  palpable  on  inspiration.  There  is  no 
oedema  of  the  legs.  The  central  nervous  system  is  normal.  The  power 
of  the  leg  muscles  is  good. 

Q.  Have  you  tested  the  urine? 

A.  No,  but  I  have  seen  the  result  of  the  urine  test,  there  is  no 
albumin  and  no  sugar. 

Q.  When  I  examined  the  patient  on  February  1 1th,  six  days  ago, 
the  urine  gave  a  thick  green  reduction  with  Benedict  s  solution,  and 
2  per  cent  of  sugar  was  found  in  the  urine  on  admission.  Does  that 
complete  your  examination  ? 

A.  Yes. 

Q.  You  have  not  found  very  much  wrong.  What  have  you  found  ? 
Loss  of  weight,  senile  osteo-arthritis  of  the  hands,  dry  tongue,  petechial 
haemorrhages  on  the  soft  palate,  slight  tenderness  in  the  right  loin  and 
liver  just  palpable.  You  said  that  there  was  slight  ulnar  deviation 
present,  do  you  expect  to  find  this  with  osteo-arthritis  of  the  hands . 
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A.  No.  It  is  generally  associated  with  rheumatoid  arthritis. 

Q.  What  is  it  due  to  ? 

A.  Muscular  spasm. 

O.  I  have  heard  certain  eminent  rheumatologists  say  so,  but  I 
think  it  is  due  to  weakness  of  certain  muscles  and  unbalanced  action 
of  their  antagonists.  In  this  case  I  do  not  think  there  is  any  ulnar 
deviation.  What  else  might  you  have  noticed  in  your  examination  ? 
Something  which  may  be  of  great  diagnostic  importance. 

A.  I  do  not  know. 

Q.  Do  not  look  at  me,  look  at  the  patient. 

Dr.  J.  looks  at  the  patient’s  face,  but  not  at  her  trunk  or  limbs, 
and  says  he  can  see  nothing. 

Q.  Dr.  H.,  what  do  you  see? 

Dr.  H.  examines  the  patient’s  chest,  abdomen  and  legs. 

A.  Her  skin  generally  looks  rather  brown,  as  if  sunburnt,  but  the 
pigmentation  is  most  marked  on  the  parts  not  exposed  to  the  sun, 
on  the  abdomen  and  thighs.  There  are  a  number  of  very  dark  brown 
spots,  a  little  bigger  than  a  pin’s  head  on  the  dorsum  of  the  feet  and  on 
the  lower  part  of  the  legs.  On  the  outside  of  the  left  foot  there  is  one 
about  1  cm.  in  diameter.  Over  the  sternum  there  is  a  small  area  of 
leucoderma. 

Q.  What  would  you  say  about  her  mentality,  Dr.  J.? 

A.  She  is  inclined  to  be  irritable  and  resents  answering  questions, 
and  she  is  unco-operative. 

Q.  Does  she  look  ill? 

A.  Yes,  chiefly  on  account  of  her  loss  of  weight. 

Q.  What  do  you  think  is  the  matter  with  her? 

A.  I  think  she  may  have  a  neoplasm  in  the  alimentary  tract  or 
genital  organs. 

Q.  What  other  possibilities  are  there? 

A.  The  whole  condition  may  be  due  to  diabetes,  or  she  may  have 
Addison's  disease. 

Q.  What  else? 

A.  She  may  have  chronic  renal  disease  and  uraemia,  or  she  may 
have  fibroid  phthisis. 

Q.  We  had  better  take  these  one  by  one.  I  suppose  that  if  you 
considered  the  cause  of  the  ill-health  might  be  a  growth  of  the  rectum 
or  of  the  genital  organs  you  made  a  pelvic  examination? 

A.  No,  I  did  not. 

Q.  Why  not? 

A.  I  did  not  think  about  it  at  the  time  and  1  should  not  have  done 
it  without  asking  your  permission. 

Q.  Quite  right  However,  I  expect  my  house  physician  has  done 
so.  Dr.  E.,  what  did  you  find? 
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A.  On  rectal  examination  there  is  slight  tenderness  high  up  on 
both  sides,  but  I  could  feel  nothing  abnormal.  On  vaginal  examination 
there  is  slight  prolapse  of  the  anterior  vaginal  wall;  the  mucous 
membrane  shows  some  red  spots  on  a  pink  background,  ?  senile 
vaginitis. 

Q.  There  was,  therefore,  no  sign  of  a  pelvic  tumour.  The  symp¬ 
toms  of  loss  of  weight,  and  pain  after  solid  food,  suggest  some  gastric 
cause.  What  further  investigations  would  you  want? 

A.  A  barium  meal  and  enema,  and  tests  for  occult  blood  in  the 
faeces. 

Q.  The  barium  meal  report  is,  “  Barium  passed  normally  down 
the  oesophagus  in  both  erect  and  Trendelenberg  positions,  but  in  the 
latter  position,  with  the  stomach  full,  gastro-oesophageal  regurgitation 
occurred.  There  was,  however,  no  evidence  of  a  hiatal  hernia.  No 
abnormality  was  detected  in  the  stomach  or  duodenum.”  Barium 
enema:  “  No  abnormality  detected  in  the  colon.”  The  occult  blood 
tests  are  negative.  Are  there  any  other  tests  you  would  like  carried 
out  to  exclude  a  growth? 

A.  A  fractional  test  meal,  and  a  blood  count  and  sedimentation 
rate  of  the  red  cells. 

Q.  The  fractional  test  meal  has  not  been  done.  The  sedimentation 
rate  of  the  red  cells  is  normal,  5  mm./l  hour  (Westergren).  The  blood 
count  is  Hb.  100  per  cent,  White  cells  5,400  per  c.mm.,  polymorphs. 
67  per  cent,  lymphocytes  28  per  cent,  monocytes  5  per  cent.  The 
conclusion  from  these  investigations  is  that  the  patient  is  not  suffering 
from  a  growth  in  the  alimentary  tract  or  in  the  genital  organs.  Your 
next  suggestions,  Dr.  J.,  were  diabetes  or  Addison’s  disease.  What 
do  you  want  done  about  the  diabetes? 

A.  A  dextrose  tolerance  curve. 

Q.  What  are  the  figures,  Dr.  E.? 

A.  Fasting  blood  sugar  100  mg./lOO  c.c.  After  50  G.  of  dextrose 
by  mouth  the  blood  specimens  were,  \  hour  182  mg.,  1  hour  200  mg., 
H  hours  237  mg.,  and  2  hours  196  mg./lOO  c.c.  There  was  no  sugar 
in  the  fasting  specimen  of  urine  but  2  per  cent  sugar  in  the  urine  at 
1 1  hours,  and  3  per  cent  at  2  hours.  It  is  a  mild  diabetic  curve. 

Q.  She  has  therefore  a  mild  diabetes,  but  it  is  easily  controlled 
by  diet  alone,  there  is  no  acidosis  and  we  can  exclude  it  as  the  cause 
of  her  wasting  and  ill-health.  Dr.  K.,  what  do  you  think  about  the 
suggestion  of  Addison’s  disease? 

A.  Not  very  much. 

Q.  What  do  you  mean  ? 

A.  I  do  not  think  she  has  Addison’s  disease. 

Q.  Why  not? 

A.  First  of  all  the  pigmentation  does  not  suggest  it.  Ine  pig- 
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mentation  in  Addison’s  disease  is  especially  noticeable  on  the  backs 
of  the  hands,  in  the  axillae,  around  the  navel  and  the  nipples,  in  the 
pubic  region  and  where  there  is  pressure,  as  around  the  waist  or  in  the 

garter  region — not  that  garters  are  often  worn  now. 

Q.  The  small  dark  spots  and  the  leucodermic  patch  on  the  other 
hand,  are  suggestive  of  Addison  s  disease.  Where  else  may  pigmenta¬ 
tion  be  seen? 

A.  There  may  be  slaty  patches  on  the  tongue,  on  the  buccal 
mucous  membrane  or  in  the  conjunctivae,  anus  or  vagina. 

Q.  We  have  not  found  any  of  these.  What  else  is  there  against  a 

diagnosis  of  Addison’s  disease? 

A.  The  systolic  blood  pressure  is  usually  below  100  mm.  Hg.,  here 
it  has  been  up  to  120  mm. 

Q.  Are  there  any  special  tests  you  would  like  done  for  Addison’s 
disease? 

A.  I  should  like  to  know  the  result  of  Thorn's  test. 

Q.  What  is  that? 

A.  In  normal  people  an  intramuscular  injection  of  mg.  25  A.C.T.H. 
stimulates  the  adrenal  cortex  to  increase  the  output  of  11-17-oxy- 
steroids,  and  this  causes  a  fall  of  the  circulating  eosinophils  in  the  blood 
of  over  50  per  cent.  In  adrenal  cortical  insufficiency  the  fall  in  eosino¬ 
phils  is  less  than  50  per  cent. 

Q.  This  test  has  been  done.  The  first  eosinophil  count  is  made 
in  the  morning  after  a  night’s  fast.  The  A.C.T.H.  is  then  injected, 
breakfast  is  taken,  and  the  second  count  is  made  4  hours  later.  The 
figures  were  36  eosinophils  per  c.mm.  before  the  A.C.T.H.,  and  3 

33 

eosinophils  per  c.mm.  4  hours  after  the  injection.  This  is  a  fall  of  — , 

36 

which  is  90  per  cent.  So  the  test  is  negative.  What  other  test  is  there 
for  Addison’s  disease? 

A.  There  is  usually,  in  Addison’s  disease,  a  fall  in  the  sodium- 
potassium  ratio  of  the  blood  below  the  normal  of  30. 

Q.  What  is  the  sodium-potassium  ratio? 
mEq.Na/L 

mEq.K/L  ’ 

Q.  This  test  has  also  been  done.  The  figures  are  =  32-5  so 
.  4 

this  test  is  also  negative.  I  think  we  can  say  there  is  no  evidence  of 
Addison’s  disease  here. 

Now,  Dr.  J.,  your  next  suggestions  were  chronic  renal  disease  and 
uraemia,  or  fibroid  phthisis.  The  fact  that  no  albumin  has  been  found 
in  the  urine  is  rather  against  a  diagnosis  of  chronic  renal  disease  What 
other  tests  do  you  want? 
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A.  An  examination  of  the  urine  for  casts  and  the  Van  Slyke  urea 
clearance  test. 


Q.  The  urine  has  been  examined  three  times  for  casts  and  they 
have  not  been  found.  The  Van  Slyke  urea  clearance  test  is  72  per 
cent  of  normal,  which  is  a  normal  reading  and  the  blood  urea  is  32 
mg./ 100  c.c.  So  there  is  no  evidence  of  renal  failure.  An  X-ray  of  the 
lungs  shows  no  evidence  of  tuberculosis.  All  your  suggestions,  there¬ 
fore,  have  proved  negative,  Dr.  J.  Dr.  K.,  would  you  like  to  make  a 
diagnosis? 

A .  The  weakness,  loss  of  weight  and  gastro-intestinal  disturbances 
might  be  due  to  liver  failure. 

Q.  This  idea  did  apparently  occur  to  my  house  physician,  and  he 
has  had  what  is  often  called  the  “  battery  ”  of  liver  function  tests 
carried  out.  Here  they  are  :  Total  serum  protein  6-6  G./100  c.c. 
Albumin  4-5  G.,  globulin  2T  G./100  c.c.  van  den  Bergh ,  direct  reaction 
negative.  Bilirubin ,  less  than  0-4  mg./lOO  c.c.  Cholesterol ,  290  mg./lOO 
c.c.  Cephalin  cholesterol,  plus  2  units.  Bromsulphthalein  excretion  test, 
at  5  minutes  44  per  cent,  at  45  minutes  1  per  cent.  All  these  tests  are 
therefore  negative.  How  is  the  bromsulphthalein  test  done? 

A.  Five  mg./kg.  body  weight  of  dye  are  injected  intravenously, 
and  a  specimen  of  blood  is  removed  from  a  vein  at  5  minutes  and  again 
at  45  minutes.  Normally  the  5-minute  specimen  contains  between 
15  and  85  per  cent  of  the  dye,  and  the  45-minute  specimen  between 
0  and  5  per  cent.  A  figure  above  20  per  cent  in  the  second  specimen 
indicates  liver  damage. 

Q.  Dr.  W.,  you  have  not  answered  any  questions  this  afternoon. 

What  do  you  suggest  we  do  now? 

A.  I  have  been  wondering  whether  the  pigmentation  of  the  skin 
and  the  glycosuria  may  be  due  to  hemochromatosis. 

Q.  I  think  that  is  a  very  good  suggestion.  What  do  you  mean  by 

hemochromatosis? 

A.  It  is  sometimes  called  diabete  bronze,  and  is  thought  to  be 
due  to  an  inborn  error  of  iron  metabolism. 

Q.  Who  first  described  hemochromatosis? 


A  Osier. 

q  oh,  dear,  no.  Trousseau  first  described  it  in  1865.  1  have 

the  account  here  in  the  New  Sydenham  Society  publication  of  Trous¬ 
seau's  work,  1870,  3,  500.  The  patient  was  a  man,  twenty-eight  years 
old,  who  had  severe  diabetes,  an  enlarged  and  very  hard  liver,  which 
was  neither  hob-nailed  nor  painful.  Trousseau  said  that  he  was 
struck  by  the  almost  bronzed  appearance  of  his  countenance  and  th 
blackish  colour  of  his  penis.”  Hanot  and  Schachmann  later  called  t 
diabete  bronze,  and  von  Recklinghausen  first  called  it  hemochromatosis^ 
This  is  the  name  which  has  stuck,  but  it  has  also  been  called  pigmentary 
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cirrhosis,  visceral  hcemosiderosis,  and  siderochromatosis.  What  is  it 

characterized  by?  . 

A.  Clinically  by  pigmentation  of  the  skin  and  glycosuria,  and 

pathologically  by  fibrosis  of  the  liver  and  pancreas  and  deposition  of 
fuemosiderin  in  excess  in  nearly  all  the  tissues,  including  the  skin. 

Q.  Is  it  more  common  in  males  or  females? 

A.  In  females,  I  think. 

Q.  No,  that  is  quite  wrong.  Males  predominate  by  over  20  to  1. 
The  reason  for  this  is  probably  that  the  losses  of  blood  during  men¬ 
struation  and  pregnancy  get  rid  of  excessive  iron  from  the  blood.  The 
first  case  described  in  a  woman  was  by  Maude  Abbott  in  1901.  The 
patient  was  aged  fifty,  and  from  the  colour  of  the  pigmentation  was 
known  as  “  blue  Mary.”  She  had  no  diabetes  and  died  from  ruptured 
oesophageal  veins.  If  you  want  the  reference  it  is  Journ.  Path,  and 
Bact.,  1901,  7,  58.  I  had  a  male  case  in  this  hospital  in  1938  which  was 
published  by  my  registrar,  Dr.  Pearson,  in  the  Middlesex  Hospital 
Journal  in  January  1939.  His  skin  was  a  slaty  grey-brown.  He  died 
from  a  hiematemesis  of  over  5  pints,  due  to  oozing  from  oesophageal 
varices. 

What  is  said  to  be  the  explanation  of  hemochromatosis? 

A.  There  is  probably  an  increased  absorption  of  iron  from  the 
intestine.  This  may  be  due  to  a  greater  reducing  power  of  the  intestinal 
cells,  which  form  more  ferrous  iron  than  normal. 

Q.  Apart  from  an  inborn  error  of  metabolism  is  there  anything 
else  which  may  cause  hemochromatosis? 

A.  I  believe  it  has  been  described  after  transfusions. 

Q.  Yes,  after  many  transfusions,  such  as  may  be  given  for  aplastic 
anemia.  How  could  we  decide  whether  this  patient  has  hemochro¬ 
matosis? 

A.  The  best  test  is  a  microscopical  examination  of  the  skin.  In 
hemochromatosis  iron  is  found  in  the  skin,  especially  in  the  epithelial 
cells  of  the  sweat  glands  and  around  the  sweat  glands. 

Q.  A  skin  biopsy  has  been  done,  here  is  the  report,  “  Section 
shows  skin  with  basal  pigmentation,  but  no  indication  of  iron  pig¬ 
ment,  ’  so  that  does  not  look  very  promising.  Is  there  any  other  test 
for  hemochromatosis? 


A.  The  blood  iron  content  should  be  raised. 

Q.  What  is  the  normal  amount  of  iron  in  the  serum''  Does  no 
one  know  ?  The  figure  usually  given  is  80  to  180  microgrammes  per 
100  c.c.  In  this  case  the  serum  iron  content  is  normal,  100  micro¬ 
grammes  per  100  c.c.  It  looks,  therefore,  as  if  we  can  exclude  hemo¬ 
chromatosis.  What  would  you  suggest,  Dr.  W.,  may  be  the  cause  of 
the  pigmentation.  J  01 

A.  It  may  be  due  to  her  race.  You  said  she  was  born  in  Poland. 
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Q.  Yes,  I  think  we  shall  have  to  leave  it  at  that  for  the  present. 
We  seem  to  have  excluded  all  the  likely  causes.  Do  you  think  the 
shortness  ot  breath  and  the  fact  that  before  admission  to  hospital  she 
had  to  sleep  propped  up,  could  be  due  to  her  heart?  Since  resting  in 
bed  she  has  been  able  to  sleep  flat. 

A.  Dr.  J.  described  the  heart  as  normal,  and  he  found  no  evidence 
of  heart  failure,  but  1  should  like  to  see  an  electrocardiogram. 


Fig.  74.  Calcified  mass  in  spleen,  ?  tuberculous. 


Q • 

show? 

A. 

Q- 
A. 


I  know  you  specialize  in  this,  Dr.  W.,  here  it  is.  What  does  it 


Bundle-branch  block,  left  bundle-branch  block. 

Tell  us  why  you  say  that. 

In  the  standard  leads  the  QRS  complex  is  wide  and  lasts 
longer  than  the  normal  0-1  second.  The  R  wave  is  notched.  The 
T  wave  is  in  the  opposite  direction  to  the  main  initial ^deflection.  T 
R  wave  is  positive  in  Lead  I.  Usually  in  left  bundle-branch  block  the 

main  initial  deflection  is  a  negative  S  in  Lead  in»  * iere  *  a*  ^dfn 
R  wave.  The  V  leads,  however,  show  left  bundle-branch  block,  wide 
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ing  of  the  QRS  interval.  In  V.l  and  V.2  R  is  small  and  S  is  deep  and 
broad.  In  V.4,  V.5  and  V.6  there  is  a  broad  notched  R  wave. 

Q.  Which  is  more  serious,  right  or  left  bundle-branch  block  ? 

A.  Left  bundle-branch  block. 

Q.  What  are  the  causes  ol  left  bundle-branch  block  ? 

A.  It  is  usually  associated  with  hypertensive  heart  disease,  or 
with  ischaemic  heart  disease,  or  with  aortic  valve  disease. 

Q.  What  are  the  causes  of  right  bundle-branch  block  ? 

A.  It  is  usually  associated  with  mitral  stenosis,  atrial  septal  defects 
or  massive  pulmonary  embolism. 

Q.  In  this  case  there  is  evidence  of  arteriosclerosis;  and  there  is 
probably  cardiac  ischaemia.  It  is  possible  that  the  shortness  of  breath 
here  may  be  due  to  the  heart  block,  but  it  would  not  account  for  all 
the  symptoms.  Now  I  would  like  you  to  look  at  this  X-ray  of  the 
abdomen,  Dr.  W.  What  do  you  think  of  it? 

A.  There  is  a  calcified  shadow,  looking  rather  like  a  leaf,  in  the 
left  hypochondrium  (see  Fig.  74).  There  are  several  translucent  areas 
in  it. 

Q.  What  do  you  think  it  is? 

A.  It  might  be  a  calcified  suprarenal. 

Q.  That  suggestion  was  made  by  the  radiologist,  but  he  found  on 
screening  that  it  moves  with  respiration.  So  what  do  you  think  now? 

A.  It  is  probably  in  the  spleen. 

Q.  What  do  you  think  it  is? 

A.  A  calcified  cyst  in  the  spleen. 

Q.  Will  you  examine  the  abdomen  and  see  if  you  can  feel  any¬ 
thing  abnormal,  which  was  not  noted  by  Dr.  J. 

A.  I  can  feel  something  in  the  left  hypochondrium,  which  I  should 
have  thought  was  the  left  lobe  of  the  liver,  if  I  had  not  seen  the  X-ray. 

Q.  Yes,  that  is  what  we  thought  too,  but  we  were  wrong.  We 
discussed  the  varieties  of  splenic  cysts  some  time  ago  when  we  were 
considering  a  case  of  simple  cyst  in  the  spleen  (“  Applied  Medicine,” 
p.  291),  so  we  will  not  go  over  them  again  now.  If  this  is  a  calcified 
cyst  what  might  it  be  ? 

A.  A  calcified  hydatid. 

Q.  What  else? 

A.  A  calcified  simple  cyst. 

Q.  Looking  at  the  X-ray  film  and  seeing  the  semi-translucent 
areas  in  the  calcified  mass,  what  do  you  think  is  the  most  likely  diag¬ 
nosis? 

A.  Could  it  be  a  tuberculoma? 

Q.  Yes,  I  think  it  is  a  calcified  tuberculoma  containing  caseous 
areas.  If  so  the  patient  has  suffered  from  tuberculosis  in  the  past 
ut  there  is  no  evidence  to  show  where  the  primary  focus  was  situated. 
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The  infection  was  presumably  carried  to  the  spleen  along  the  splenic 
artery.  There  is  one  other  point.  Pigmentation  of  the  skin  is  said  to 
be  associated  with  chronic  abdominal  tuberculosis,  so  that  is  a  possible 
cause  in  this  case  The  normal  temperature  and  normal  sedimentation 
rate  of  the  red  cells  are  opposed  to  a  diagnosis  of  active  tuberculosis. 
Do  you  think  this  tuberculoma  is  giving  rise  to  any  symptoms? 

/I.  It  may  account  for  the  pain  the  patient  complains  of  in  the 
lett  lower  costal  region. 

Q.  If  you  look  at  the  film  carefully  you  will  see  another  calcified 
shadow,  which  the  radiologist  considers  to  be  a  calcified  splenic  artery 
This  confirms  the  view  that  the  patient  has  diffuse  arteriosclerosis,  and 
would  support  a  diagnosis  of  cardiac  ischaemia. 


This  patient  was  admitted  for  investigation  because  it  was  feared 
that  she  was  suffering  from  some  serious  disease  which  was  causing  the 
wasting,  loss  ot  appetite,  pain  and  ill  health.  The  investigations  have 
not  shown  any  evidence  of  malignant  disease  and  we  hope  that  with 
rest  in  bed  and  an  adequate  dietary,  she  will  soon  improve.  The 
diabetes  is  easy  to  control,  but  there  is  probably  serious  cardiac  damage 
which  renders  the  ultimate  prognosis  unfavourable. 

And  that,  I  think,  will  be  enough  for  this  afternoon.  As  John 
Fletcher  wrote  in  the  preface  to  “  The  Faithful  Shepherdess,”  “  to 
teach  you  more  for  nothing,  I  do  not  know  that  I  am  in  conscience 
bound.” 


****** 


The  patient  left  hospital  five  weeks  later  feeling  much  stronger, 
eating  comparatively  well,  with  no  symptoms  of  indigestion  and  having 
gained  1 1  lb.  in  weight.  The  blood  pressure  rose  to  140/80  mm.  Hg. 

The  treatment  consisted  in  a  carefully  regulated  diet  and  the 
administration  of  a  nux  vomica  and  gentian  mixture. 
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In  rheumatoid  arthritis  the  fingers  and  hands  are  stiff  on  waking 
in  the  morning,  and  the  stiffness  is  relieved  by  soaking  them  in  hot 
water.  In  the  arthritis  sometimes  met  with  in  myxoedema,  which  may 
be  mistaken  for  rheumatoid  arthritis,  there  is  no  early  morning  stiffness, 
the  patient  complaining  of  swelling,  numbness  and  tingling. 

*  *  *  *  *  * 

Transverse  deep  ridges  may  form  in  the  nails  of  one  hand,  associated 
with  slow  growth  of  the  nails,  following  a  venous  thrombosis  in  the 
arm. 

*  *  *  *  *  * 

A  patient  with  kyphosis  likes  a  chair  with  arms. 

****** 

We  do  not  see  aneurysms  nowadays.  We  see  uncoiled  aortas. 
****** 

It  is  better  for  a  diabetic  patient  who  is  having  insulin  to  pass  sugar 

in  the  urine  in  the  morning  than  to  pass  into  hypoglycemia  while 
asleep  at  night. 


Why  is  it  that  when  a  doctor  asks  a  patient  to  open  his  eves  and 
shut  his  mouth  he  always  does  the  reverse? 


affecdSe  “aT’  ^ 


Physicians  prefer  to  consult 


surgeons  who  are  predictable. 
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IDLE  THOUGHTS 


It  is  strange  that  the  subjects  of  consultations  which  so  often  break 
the  good  relationship  between  a  physician  and  a  general  practitioner 
begin  with  the  letter  A  :  Abortion,  Adultery,  Adoption,  Alcohol. 

****** 

A  patient  with  heart  failure  has  to  be  very  well  to  take  a  rice  diet. 

****** 

A  patient  will  complain  that  he  is  not  a  100  per  cent  better,  although 
admitting  he  has  only  carried  out  90  per  cent  of  the  treatment  recom¬ 
mended  by  his  doctor. 

****** 

With  left-sided  heart  failure  there  is  often  a  rapid  loss  of  weight  of 
10  or  12  lb.;  in  right-sided  failure  there  is  frequently  a  gain  of  weight 
due  to  water  retention. 

****** 

TvcoOl  creavrov  was  inscribed  in  gold  letters  over  the  portico  of 
the  temple  at  Delphi.  In  many  cases  now  it  would  be  better  to  advise 
our  patients  to  ignore  rather  than  to  know  themselves. 
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Abdomen,  pain  in,  chronic,  170 
recurrent,  case  history  of,  403 
Abscess,  lung,  55 
peri-anal  in  hepatitis,  116 
prostatic,  diagnosis  of,  difficulty  of,  155 
Acid  serum  test  of  Ham,  401 
Acromegaly,  429 
Addison  on  hissing  breathing,  86 
and  Gull  on  xanthomatous  biliary 
cirrhosis,  337 

Addison's  disease,  pigmentation  in,  454 
Adie’s  syndrome,  384 
Adrenal,  calcified  cyst  in,  62 
Air,  perirenal  insufflations  of,  373 
Air-raids,  effect  on  health,  278,  280 
Allergy,  intestinal,  405 
Amoebiasis,  116 
Anaemia  and  angina,  183 
due  to  hiatal  hernia,  186 
due  to  para-oesophageal  hernia,  185 
Lederer’s,  398 
treatment  of,  Ferrivenin,  71 
Aneurysm,  berry,  rupture  of,  175 
of  circle  of  Willis,  diagnosis  of,  carotid 
arteriogram,  176 
Angina  and  anaemia,  183 
Angioma,  spider,  301 
Anisocoria,  aetiology  of,  383 
Ankles,  swelling  of,  in  hyperthyroidism,  1 58,  i 
162 

Aorta,  development  of,  419 
Aortic  arch,  double,  diagram  of,  420 
formation  of,  419 
signs  of,  422 

right-sided,  treatment  of,  operative,  423 
types  of,  421 
Aortic  incompetence,  280 
Aortogram  in  hypernephroma,  374 
technique  of,  316 
Appendicitis,  grumbling,  105 
Appendix,  retro-caecal,  inflamed,  42 
Arterio-capillary  fibrosis  of  Gull  and 
Sutton,  361,  362 

Arteriogram,  carotid,  in  diagnosis  of 
aneurysm  of  circle  of  Willis,  176 
Arteriosclerosis,  cerebral,  24,  26 
senile,  362 

Arteritis,  temporal,  24,  27 
Arthritis,  infective,  symmetrical  involvement 
of  joints  in,  199 

psoriatic,  X-rays  of  hands  in,  308,  309 
rheumatoid,  130 
diagnosis  from  arthritis  of 
myxoedema,  461 
simulated  by  myxoedema,  49 
tuberculous,  209 
Arthrodesis  for  arthritis,  165 
for  tuberculosis,  167 
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Asthma,  62 

cardiac,  273,  278,  279 
etiology  of,  199 
goitrogenous,  144 

treatment  of,  thyroidectomy,  146 
ovarian,  57 
premenstrual,  150 
Samuel  Johnson's,  273 
Ataxia,  hereditary  cerebellar,  428 
Atheroma,  361 
Atherosclerosis,  361 
Athlete,  young,  collapse  of,  44 
Atrophy,  muscular,  Charcot-Marie-Tooth 
type,  427 
peroneal,  427 
progressive  neural,  427 
Avellis,  syndrome  of,  358 


Bacilluria,  colon,  34 

Back,  head  and  legs,  pain  in,  case  history  of, 
440 

Barbiturates,  poisoning,  chronic,  75 
prolonged  use  of,  results  of,  63 
Beri-beri,  290 
cerebral,  181 
Bile  peritonitis,  77 

conditions  which  simulate,  78 
Biliary  obstruction,  cholangiolitic,  333 
See  also  Liver. 

Billroth  I  gastrectomy,  dumping  syndrome 
following,  325 
Blackwater  fever,  394 
Bladder,  adherent  to  vaginal  vault,  38 
neuralgia  of,  35 
neurogenic,  36 

Bleeding  tendency,  etiology  of,  344 
Blindness,  oedema  and  vertigo,  287 
sudden,  etiology  of,  199 
Blood,  conditions  showing  excess  of 
platelets  in,  349 

high  alkaline  phosphatase  content, 
conditions  associated  with,  10 
in  lead  poisoning,  405 
cestrogcns  in,  in  vascular  spiders,  304 
pressure,  high,  in  women,  199 
sodium-potassium  ratio  of,  455 
transfusion  in  etiology  of 
hemochromatosis,  457 
Blue  Mary,  457 
Bone  biopsy,  167 
island,  definition  of,  364 
marrow,  plasma  cells  in,  in 
myelomatosis,  15 

Brain,  aneurysm  of,  berry,  rupture  of,  175 
frontal  lobe,  tumour  of,  131 
tumour  of,  classical  features  of,  38? 
Breast,  carcinoma  of,  288 
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Breathing,  hissing,  82,  85 
Brompton  Hospital,  treatment  at,  from  1913 
onwards,  203 

Bromsulphthalein  test,  306,  456 
Bronchiolitis,  acute,  80,  84 
Bronchopneumonia,  1 
Bronchus,  carcinoma  of,  88 
Browne,  Sir  Thomas,  on  death,  207 
bruit  cle  diable,  392 

Bundle-branch  block,  left,  etiology  of,  459 
in  wasting  and  weakness,  365 
in  dyspnoea,  415 
right,  etiology  of,  459 
Bursitis,  painless,  7 


Cartier  on  scurvy,  345 
Celsus,  aphorisms  of,  187 
Cerebral  failure,  case  history  of,  380 
softening,  387 

Charcot-Marie-Tooth  disease,  428 
type  of  muscular  atrophy,  427 
Charcot’s  cirrhosis,  definition  of,  333 
joints,  427 
triad,  427 

Chastek  paralysis,  177,  398 
Chest,  pain  in,  100 

X-ray  of,  rounded  opacities  in  right 
cardio-phrenic  angle,  136 
Cheyne-Stokes  breathing,  194 

in  hypertensive  heart  disease,  276 
Cholecystogram  in  polycystic  disease  of 
liver  and  kidneys,  191,  192 
Circulation  time  from  arm  to  tongue  in 
dyspnoea,  416 
Clavus  hystericus,  436 
Colic,  intestinal,  404 
lead,  405 

renal,  and  haematuria,  case  history  of,  308 
pain  in,  Montaigne's  account  of,  312 
symptom  of  hypernephroma,  19 
Colitis,  aetiology  of,  153 
amoebic,  119 
ulcerative,  39 
Colon,  diverticula  of,  173 
spastic,  73 
Coma,  diabetic,  194 
hypoglycaemic,  292 
Consumption,  galloping,  4 
Coombs’  reagent,  399 
test,  direct,  74,  399 
indirect,  399 

Coproporphyrin,  408,  410 
type  I,  395 
type  III,  395 
Cortisone,  59,  60 
Crohn’s  disease,  171,  172,  173 
clubbing  of  fingers  in,  283 
string-sign  in,  171,  172,  173 
Cystitis,  152 
abacterial,  35 

Cysts,  mediastinal,  mesothelial,  138 
simple,  138 
pericardial,  138 
coelomic,  138 

pleuro-diaphragmatic,  138 


Cysts,  pulmonary  sequestration,  377 
serosal,  138 
simple,  of  spleen,  459 
spring-water,  138 

X-ray  differential  diagnosis  of,  139 


Diabete  bronze,  456 
Diabetes  insipidus,  64 
Diabetes  mellitus,  291 

|  kidney  lesions  in,  292 
Diagnosis,  bedside,  by  question  and  answer, 
287-460 

Diaphragm,  humping  of,  X-ray  appearance 
of,  136 

Diarrhoea,  chronic,  62 
recurrent,  39,  187 
severe,  in  prostatic  abscess,  152 
Diet,  low  cholesterol,  339 
Digitalis,  discovery  of  by  Withering,  273 
in  auricular  fibrillation,  275,  279 
Diplopia,  157 

Diuretic  crisis  in  myxcedema,  52 
Diuretics,  mercurial,  in  congestive  heart 
failure,  274 

Diverticula,  colonic,  173 
Diverticulum,  duodenal,  171 
gastric,  105 
congenital,  107 

Donath-Landsteiner  reaction,  396 
Drug  withdrawal  reaction,  71 
Drugs,  headache  due  to,  436 
Dumping  stomach,  324 
Dumping  syndrome,  323,  324 
blood  potassium  and 

electrocardiographic  changes  in,  325 
cardinal  symptoms  of,  324 
Duodenum,  diverticulum  of,  171 
Dura  mater,  tumour  of,  140 
1  Dysentery,  amoebic,  62 
Dyspncea,  bundle  branch  block  in,  415 
case  history  of,  412 


Efferent  loop  syndrome,  325 
Effusion,  pleural,  110,  113 
Eisenmenger  complex,  421 
Elbows,  swellings  on,  7 
xanthoma  tuberosum  of,  334,  335 
Electrocardiogram  in  myxcedema,  50 
Electro-encephalogram  in  brain  tumour,  132 
Embolus,  pulmonary,  54,  87 
Empyema,  interlobar,  55 

treatment  of,  partial  thoracoplasty  in,  214 
tuberculous,  269 
Encephalitis,  mumps,  62,  65 
Encephalomyelitis,  35 
Encephalopathy,  Wernicke’s,  290 
Endocarditis,  infective,  81 
Endometriosis,  111 
Endothelioma,  pleural,  110 
Epididymis,  tuberculosis  of,  221 
Epileptic  attack,  symptomatic,  with  residual 
Todd’s  palsy,  176 
Error,  fatal,  61  .  . 

Exercise  as  cause  of  hccmoglobinuna,  396 
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Eye  signs  in  acute  haemorrhagic  polio¬ 
encephalitis  superior,  179 
Eyelids,  xanthelasma  palpebrarum  of,  336  I 


Fabism,  396 
Fallot’s  tetralogy,  421 

Fatigue,  symptom  of,  flatulent  gastric 
distension,  199 

Femur,  neck  of,  calcification  of,  18 
Fevers,  headache  in,  435 
Fibrillation,  auricular,  44 
Fibrocystic  disease  of  hip,  165,  167 
Fibropenia,  congenital  or  acquired,  346 
Fibrositis,  neuralgic,  431 
Fingers,  clubbing  of,  in  Crohn’s  disease,  283 
sausage,  314 
Fistula,  ileal,  173 
Food  poisoning,  152 

Foster-Kennedy  syndrome,  130,  131,  142 


Gastrectomy,  dumping  syndrome  following, 
325 

Gastrostaxis,  185 
Girdle  pains,  case  history  of,  424 
definition  of,  426 
Glaucoma,  287 
subacute,  279 

Glomerulo-nephritis,  chronic,  291 
Glomerulosclerosis,  intercapillary,  293 
Gluteal  region,  abscess  in,  342 
Glycosuria,  renal,  183 
Goitre,  nodular,  26 
retrosternal,  28,  144 
toxic,  spleen  palpation  in,  162 
Gower’s  mixture,  431,  432 
Guaiacum  wood,  393 

Gull  and  Sutton,  arterio-capillary  fibrosis  of, 
361,  362 

Gynaecomastia  and  atrophy  of  testicles  in 
cirrhosis  of  liver,  304 


Haematemesis,  321 
Haematoma,  subdural,  chronic,  121 
Haematoporphyrin,  410 
Haematuria,  390 

and  renal  colic,  case  history  of,  308 
Sydenham’s  account  of,  312 
Haemoehromatosis,  456,  457 
blood  iron  content  in,  457 
etiology  of,  457 

skin  in,  microscopical  examination  of 
457 

Haemoglobinuria,  cold,  396 
etiology  of,  394 
nocturnal,  treatment  of,  402 
paroxysmal,  396 
nocturnal,  400 

Haemophilia,  plasma  thromboplastin 
deficiency  in,  345 

Hiemorrhage,  gluteal,  case  history  of,  342 
Haemosiderin  granules  in  urine,  400 
Haemosiderosis,  visceral,  457 

HalTkrankheit,  397 


Ham,  acid  serum  test  of,  401 
Hamartoma  of  lung,  377 
Hand,  fleshy,  314 
xanthoma  planum  of,  335 
Hanot’s  cirrhosis,  definition  of,  333 
Head,  large,  diseases  associated  with,  441 
in  Paget’s  disease,  437,  441 
legs  and  back,  pain  in,  case  history  of, 
440 

noises  in,  66,  68 
Headache,  24,  25 
bitemporal,  436 
case  history  of,  431 
Catherine  wheel,  120 
classification  of,  symptomatic,  436 
drug,  436 
etiology  of,  433 
intracranial,  434 
histamine,  124,  434 
treatment  of,  126 
in  brain  tumour,  382 
in  general  diseases,  435 
in  Paget’s  disease,  438 
ocular,  435 
pulsating,  436 
sinus,  435 
tension,  435 
throbbing,  436 

tight  band  or  cap  sensation  in,  436 
treatment  of,  439 
vice-like  compression  in,  436 
Heart  disease,  hypertensive,  288,  290 
failure,  congestive,  case  reports  of,  275-282 
resuscitation  in,  273 
treatment  of,  273 

Mersalyl,  274,  280,  281 
Novurit,  276 
venesection,  280 
high  output,  443 

left  or  right  sided,  weight  changes  in, 
462 

right  lateral  bundle  of,  47 
Heat  test  of  Heglin  and  Maier,  401 
Heglin  and  Maier,  heat  test  of,  401 
Hemicolectomy  for  adenocarcinoma  of 
sigmoid,  21 

Hepatic  necrosis,  acute,  298 
Hepatitis,  116 
infective,  332 
blood  count  in,  299 

Herbert  on  xanthomatous  biliary  cirrhosis 
in  child,  337 

Hernia,  diaphragmatic.  X-ray  appearance 
of,  136 

hiatal,  anaemia  due  to,  186 
para-oesophageal,  anaemia  due  to,  185 
Hess  test  for  capillary  fragility,  345 
Hip,  arthritis  of,  infective,  165 
fibrocystic  disease  of,  localised,  165  167 
myelomatosis  of,  167 
osteo-arthritis  of,  7 
pain  in,  7 

tuberculosis  of,  treatment  of 
arthrodesis,  167 
xanthomatosis  of,  165,  167 
Histaminase,  124 
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Histamine,  properties  of,  124 
sensitivity,  124 
test,  125,  127 

treatment  of,  histamine  acid  phosphate, 
127 

Hoarseness,  case  history  of,  359 
Hofmeister-Finsterer  gastrectomy,  dumping 
syndrome  following,  325,  326 
Homans’  sign,  89 

Hormone,  anti-diuretic,  liberation  of,  by 
nicotine,  68 

Horner’s  syndrome,  384 

hydroa  aestivate  seu  vacciniforme ,  41 1 

Hydronephrosis,  317 

calycean,  317 
internal,  317 
intrarenal,  317 

pyelograms  of,  before  and  after 
treatment,  315,  320 
unilateral,  causes  of,  316 
Hyperbilirubinemia,  constitutional,  128, 
129 

Hypercalcemia,  dangers  of,  340 
Hyperparathyroidism  in  etiology  of  Paget's 
disease,  449 

Hyperthyroidism,  diagnosis  of,  161 
masked,  157 
simulated,  188 

treatment  of,  radio-iodine,  164 
Hypoglycemia,  spontaneous,  183 


Idle  thoughts,  199,  283,  461 
Ileal  fistule,  173 
stasis,  170 

Ileitis,  171 

regional,  171,  172,  173 

Influenza,  79 

Intestine,  small,  functional  disorders  of,  173 
haemangiomatous  condition  of,  366 
Intracranial  pressure,  changes  in,  headache 
due  to,  434 

Itching  in  xanthomatous  biliary  cirrhosis, 
treatment  of,  testosterone,  339 


Jaundice,  constitutional,  128 

hypercholestersemic  xanthomatosis  with, 
337 

intermittent,  93 
non-haemolytic,  familial,  129 
recurrent,  328 

treatment  of,  328,  330 
type  of,  diagnosis  of,  305 
Jelly  nystagmus,  in  disseminated  sclerosis, 

357  . 

Johnson,  Dr.  Samuel,  illness  ot,  ^.73 
Joints,  Charcot’s,  427  . 

Jiingling’s  osteitis  tuberculosa  multiplex 
cystoides,  92 


Kantor’s  string  sign,  171,  172,  173 

Keats,  death  of,  15,  207 

Kent,  right  lateral  bundle  ot,  47 


Kidney,  achalasia  of,  317 
carcinoma  of,  with  metastasis,  378 
cystic  disease  of,  congenital,  313 
hypernephroma  of,  16 
intrarenal  hydronephrosis  of,  pyelogram 
of,  315 

after  pituitrin  treatment,  320 
Kimmelstiel-Wilson,  292 
necrotizing  papillitis  of,  74,  75 
pelvis  and  calyces,  “  spider  ”  or 
“  dragon  ”  shape,  192 
polycystic  disease  of,  anatomical  findings 
in,  190 

Kimmelstiel-Wilson  kidney,  292 
Koplik’s  spots,  108 
Kussmaul  breathing,  82,  85 
Kymogram,  use  of,  290 


i  Laryngitis,  tuberculous,  229 
treatment  of,  203 

Lead  poisoning,  blood  and  urine  tests  in,  405 

Lederer's  anaemia,  398 

Legs,  cramps  in,  etiology  of,  390 

head  and  back,  pain  in,  case  history  of, 
440 

Leucin  in  urine,  299 
Leucotomy,  rostral,  69 
Leukaemia,  aleukemic,  346 

myeloid,  chronic,  excess  platelets  in,  349 
Lignum  vitae,  393 
Lind  on  scurvy,  344 
Lipoma,  pleural,  1 13 
Little  strokes,  387 
Liver,  abscess  of,  1 1 6 

acute  yellow  atrophy  of,  297,  298 
carcinoma  of,  98 
cirrhosis  of,  333 

atrophy  of  testicles  and  gynecomastia 
in,  304 

pigmentary,  456,  457 
primary,  334 
xanthomatous,  337 

essential  features  of,  338 
prognosis  of,  339 
treatment  of,  339 

disorders  and  sex  endocrine  disturbances, 
relationship  between,  304 
function  tests  in  jaundice,  94 
metastases  in,  21 
necroses  of,  acute,  298 
palms,  304  . 

polycystic  disease  of,  anatomical  hndings 

in’  190 •  •  n 

puncture  in  diagnosis,  12  r 

small  pyogenic  emboli  in,  calcification  ot, 
308 

Lobectomy,  hepatic,  20 

Lung,  abscess  of,  55  . 

carcinoma  of,  with  metastases  in  brain, 

135 

consolidation  of,  1 
malignant  disease  of,  111 
massive  collapse  of,  263 
sequestration  of,  378 
cysts  of,  377 
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Main  succulente,  314 
Malaria,  80 

Marchiafava-Micheh  syndrome,  400 
Markus  pupil,  384 
Mass  miniature  radiography,  27 1 
Measles,  108 

Medullary  cone,  formation  of,  140 
Mersalyl  in  congestive  heart  failure,  274, 
280,  281 

Metastases  in  hypernephroma,  19 
Metha;malbumin,  395 
Methaemalbuminsmia,  395 
Meyer’s  loop,  225 
Migraine,  435 

Milk  tanker,  journey  on,  1,  5 
Monckeberg’s  medial  sclerosis,  362 
Mohur,  definition  of,  409 
Montaigne’s  account  of  pain  of  renal  colic, 
312 

Motor  neurone  disease,  426 
von  Muller  paradox,  162 
Mumps  encephalitis,  62,  65 
Myelomatosis,  diagnosis  of,  15 
of  hip,  167 

Myelosis,  aleukaemic  megakaryocytic,  348 
Myoglobinuria,  varieties  of,  397 
Myohaemoglobin,  397 

Myoma  below  duodeno-jejunal  flexure,  173 
Myopathies,  creatine  excretion  in,  29 
erythrocyte  sedimentation  rate  in,  33 
Myopathy,  thyrotoxic,  29,  33 
Myxedema,  51 


Nsevus  arachnoideus,  301 
spider,  300 
treatment  of,  307 

Nails,  signs  in,  following  venous  thrombosis 
in  arm,  461 

Nausea  in  hyperthyroidism,  159 

Nephritis,  glomerulo-tubular,  acute,  291 

Nephrocalcinoses,  74 

Nephrosis,  chronic,  291 
lower  nephron,  acute,  291 

Neurofibromata,  354 

Nicotine  for  liberation  of  anti-diuretic 
hormone,  68 

Nose,  saddle-bridge  deformity  of,  signifi¬ 
cance  of,  436,  437 

Novurit  in  hypertensive  heart  disease,  276 


Oculo-cardiac  reflex,  358 
(Edema,  cerebral,  67 

vertigo  and  blindness,  case  history  of,  287 
(Estradiol,  59 

Ophthalmoplegia,  acute,  177,  179 
Osteitis  tuberculosa  multiplex  cystoides, 
Jiingling’s,  92 

Osteoporosis,  treatment  of,  340 
Osteotomy  for  tuberculosis  of  hip,  168 
Otosclerosis,  Paget  type  of,  448 
Ovary,  hormones  of,  59 
Oxaluria,  407 

flatulent  colonic  distension  due  to,  199 


Paget’s  disease,  alkaline  phosphatase  in,  308 
bones  affected  in,  443 
bones  in,  chemical  analysis  of,  447 
X-ray  appearances  of,  444 
choroid  changes  in,  448 
etiology  of,  449 

disordered  phosphate  metabolism, 
449 

hyperparathyroidism,  449 
head  enlarged  in,  437,  441 
increased  vascularity  of  bones  in,  438 
original  case,  445 
pain  in,  relief  of,  277 
post-mortem  findings,  447 
treatment  of,  450 
X-ray  appearances  in,  308 
of  skull  in,  438 
Pagoda,  definition  of,  409 
Pain,  abdominal,  chronic,  170 
recurrent,  case  history  of,  403 
girdle,  case  history  of,  424 
in  head,  legs  and  back,  case  history  of 
440 

lumbar,  case  history  of,  368 
renal,  310 

sensitive  structures  inside  skull,  434 
Palms,  liver,  304 
Pancreas,  carcinoma  of,  pain  in,  104 
Papilloedema,  in  brain  tumour,  382 
Paralysis,  Chastek,  177 
left  recurrent  laryngeal,  etiology  of,  356 
Todd’s,  176 

Penicillin  in  pulmonary  tuberculosis,  1 
Peritonitis,  bile,  77 
Phrenic  avulsion,  185 
crush,  185 

Pitressin  tannate  injections,  results  of,  66 
Plaques  jaunatres  des  paupieres,  336 
Pleura,  decortication  of,  results  of,  264 
effusion  of,  110,  113,  269 
endothelioma  of,  110 
lipoma  of,  113 
Pneumonia,  basal,  114 
inhalation,  89 
virus,  79 

Pneumothorax,  spontaneous,  217,  223 
Poisoning,  sulphuric  acid,  179 
Polioencephalitis,  superior,  acute  haemor¬ 
rhagic,  177,  179,  181 

Polya-Moynihan  gastrectomy,  dumping  syn¬ 
drome  following,  325,  326 
Polyarteritis  nodosa,  24,  123 
subcutaneous  nodules  in,  1 1 
Polycystic  disease  of  liver  and  kidneys,  190 
Polycythsemia  vera,  123,  124 
i  excess  platelets  in,  349 
Porphobilinogen  precursor  of  porphobilin, 
408 

Porphyria,  410 

acute,  treatment  of,  412 
cutaneous,  41 1 
etiology  of,  407 
idiopathic  acute,  408 
intermittent  or  acute,  41 1 
symptomatic,  41 1 
toxic  or  induced,  41 1 
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Porphyria,  varieties  of,  4 1 1  i 

visceral,  clinical  features  of,  411 
Porphyria’s  lover,  409 
Porphyrin,  395,  410 
magnesium,  410 
Porphyrite,  409 
Porphyry,  palaces  of,  409 
Post-mortem  findings  in  cerebral  failure,  388 
in  gluteal  haemorrhage,  351 
in  Kimmelstiel-Wilson  kidney,  294 
Premenstrual  hydraemic  syndrome,  151 
tension  syndrome,  148,  150 
treatment  of,  150 

Prescription  writing,  importance  of  accuracy 
in,  61 

Proctitis,  amoebic,  119 
Progesterone,  59 
deficiency  and  asthma,  60 
Prostate,  abscess  of,  diagnosis  of,  difficulty  I 
of,  155 

enlarged,  in  asthmatic,  effects  of  adrena¬ 
line  administration,  199 
Pterygium  in  eye,  390 
Pulp  stone,  407 

Pupil,  homolateral  dilatation  of,  signifi¬ 
cance  of,  283 
Markus,  384 

Purpura,  bleeding  tendency  in,  344 
Pyaemia,  152 

Pyelogram,  intravenous,  in  polycystic  kid¬ 
neys,  192 

retrograde,  in  lumbar  pain,  373,  374 
Pyelonephritis,  74 
Pyrrole  nucleus,  isomers  of,  410 
Pyruvic  acid  metabolism  in  Wernicke’s 
encephalopathy,  178,  181 
retention  test,  178 
Pyuria,  abacterial,  369 


Rectum,  stenosis  of,  in  hepatitis  with  abscess 
formation,  119 

suppurative  lesions  of,  in  Crohn’s 
disease,  173 

Reflex,  abdominal,  missing,  34 
Renal  achalasia,  317 
sympatheticotonus,  317 
treatment  of,  pituitrin,  319 
Retieulocytosis,  393 
Rigg's  disease,  391 
Rosenbach  test,  396 
Runipel-Leede  test,  345 


Sarcoidosis,  91 

Scalp,  herpes  of,  enlarged  cervical  glands 
in,  461 

Sclerosis,  disseminated,  ocular  signs  in,  / 
lateral,  amyotrophic,  426 
primary,  426 

medial,  Monckeberg’s,  362 
Scurvy,  344 
Septiciemia,  82 
Serum  iron,  normal,  457 
Severn  on  death  of  Keats,  15,  207 
Sex  endocrines  and  liver  disorders,  relation¬ 
ship  between,  304 


Sexual  frustration,  63 
Side,  ache  in,  100 
Siderochromatosis,  457 
Sigmoid,  adenocarcinoma  of,  21 
adherent  to  pelvis,  38 
Sinusitis,  ethmoidal,  432 
Skin,  pigmentation  of,  case  history  of,  451 
roughness  of,  in  steatorrhoea,  189 
Skull,  pain  sensitive  structures  inside,  434 
X-ray  of,  beaten-silver  appearance,  134, 
140 

Southey’s  tubes,  use  of,  281 
Spider,  angioma,  301 
cutaneous  arterial,  301 
naevus,  300 
diagram  of,  303 
treatment  of,  307 

Spiders,  vascular,  case  history  of,  297 
etiology  of,  304 

Spinal  cord,  subacute  combined  degenera¬ 
tion  of,  differential  diagnosis  of,  429 
Spine,  thoracic,  tuberculosis  of,  101 
Spleen,  calcified  hydatid  of,  459 
cyst  of,  simple,  459 
calcified,  459 

small  pyogenic  emboli  in,  calcification 
of,  308 

tuberculoma  of,  treatment  of,  459,  460 
Splenic  flexure,  carcinoma  of,  112 
Spondylitis,  rheumatoid,  Striimpell-Marie 
type  of,  428 

Sputum,  examination  of,  1,6 
Status  asthmaticus,  57 
Steatorrheea,  187 

Sternal  puncture  in  diagnosis  of  leukaemia, 
346,  348 

Stomach,  carcinoma  of,  recurrent  vomiting 
in,  326 

diverticulum  of,  recurrent  vomiting  in, 
105 

ulcer  of,  recurrent  vomiting  in,  104 
Streptomycin  in  Bact.  coli  urinary  infection, 
281 

vestibular  symptoms  due  to,  297 
String-sign,  Kantor’s,  171,  172,  173 
Strokes,  little,  387 

Striimpell-Marie  type  of  rheumatoid  spon¬ 
dylitis,  428  .  , 

Sulphonamides  in  pulmonary  tuberculosis,  t 
Sydenham’s  account  of  haematuria,  312 
Sympathicotonus,  317 


tache  stellaire  etoile  vasculaire,  301 
Tachycardia,  ventricular,  44,  48 
Temperature  in  pulmonary  tuberculosis,  1,  -> 
Tendon,  extensor,  tuberculosis  of,  221 
Tenosynovitis,  158 
Tentorial  coning,  transient,  176 
Testicles,  atrophy  of,  and  gymecomastia, 
in  cirrhosis  of  liver,  304 
Thiouracil  in  etiology  of  goitre,  147 
Thoracoplasty  at  Brompton  Hospital  in 


1921,  205 

lorn’s  test,  455 

loughts,  idle,  199,  283,  461 
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Thrombo-angeitis  obliterans,  death  in,  due 
to  inaccurate  prescription,  61 
Thrombocythsmia,  haemolytic,  349 
haemorrhagic,  351 
Thrombocytosis,  349 
haemorrhagic,  352 

Thrombosis  affecting  fibres  of  the  optic 
radiation,  226 

Thyroid  treatment  in  myxoedema,  52 
Thyrotoxicosis,  144 

diagnosis  of,  radio-active  iodine,  29 
Todd’s  palsy  following  symptomatic  epi¬ 
leptic  attack,  176 
Tomogram  in  dyspnoea,  417,  419 
Tonsils,  septic,  63 
tuberculosis  of,  220 
Tortoise  skin  in  myxoedema,  51 
Trochanter,  lesser,  erosion  of,  13 
Trousseau  on  glycosuria,  294 
Trunk,  throbbing,  122 
Tuberculoma,  262,  377 
Tuberculosis,  pulmonary,  1 
case  reports,  209-272 
mental  reactions  in,  208 
patients  reactions  when  informed  of 
209-272 

psychology  of,  208 
senile,  255 

temperament  of  patient,  case  reports, 
209-272 
types  of,  209 

treatment  of,  absolute  rest,  203 
apicolysis  and  plombage,  253 
artificial  pneumothorax,  6,  205,  213, 
217,  223,  224,  227,  229,  232,  237, 
240,  241,  243,  259 
at  Brompton  Hospital,  203 
charcoal  inhalations,  206 
gold  salts,  reactions  from,  206 
graduated  exercises,  206,  238,  239 
iso-nicotinic  acid  hydrazide,  206, 
222,  245,  247,  253,  265 
lung  resection,  263,  271 
para-aminosalicylic  acid,  206,  212, 
215,  218,  252,  254,  255,  261,  268, 
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phrenic  avulsion,  235,  243 
phrenic  crush,  212,  239,  243,  246, 248 
pneumoperitoneum,  243,  246 
rest,  212,  215,  218,  220,  227,  229, 
234,  248,  252 
Sanocrysin,  211,  227,  229 
segmental  or  lobar  resection,  206, 
263,  271 

streptomycin,  4,  5,  206,  212,  218, 
252,  254,  255,  261,  269,  271 
thoracoplasty,  205, 216, 231,  249, 264 
Tuberculous,  trials  of,  203 
Tyrosine  in  urine,  299 


Ulcer,  duodenal,  pain  in,  283 
Uraemia,  chronic,  prognosis  of,  283 
etiology  of,  prostatic  obstruction,  153 
of  pre-renal  origin,  74 
Ureter,  adherent  to  vaginal  vault,  38 
Urine,  blood  in,  case  history  of,  390 
dark,  etiology  of,  407 
in  lead  poisoning,  405 
leucin  and  tyrosine  in,  299 
port  wine  coloured,  407 
red,  etiology  of,  beetroot,  408 
Uroporphyrin,  408 


Vascular  spiders,  case  history  of,  297 
etiology  of,  304 

Venesection  in  congestive  heart  failure,  280 
Ventricles,  pre-excitation  of,  46 
Ventriculography,  177 
Vertebra,  fracture  of,  330 
Vertigo,  oedema  and  blindness,  287 
Vicia  foba,  396 
Visceroptosis,  171,  172 
Vision,  double,  156,  175 
failing,  287 

in  brain  tumour,  130 
Vitamin  B  deficiency,  results  of,  178 
Vitamin  Bt  deficiency,  in  etiology  of 
Wernicke’s  syndrome,  181 
Vomiting  in  brain  tumour,  382 
recurrent  attacks  of,  102,  321 


Wart,  melanotic,  removal  of,  368,  369 
Wasting  and  weakness,  case  history  of,  359 
Water  retention,  periodical,  premenstrual, 
149,  150 

Watson  and  Schwartz  test  for  differentiation 
between  porphobilinogen  and  urobilino¬ 
gen,  408 

Wernicke’s  encephalopathy,  290 

pyruvic  acid  metabolism  in,  178,  181 
syndrome,  180 
Willis,  circle  of,  372 

aneurysm  of,  diagnosis  _of,  carotid 
arteriogram,  176 

Withering's  discovery  of  digitalis,  279 
Wolff-Parkinson-White  syndrome,  46,  48 


Xanthelasma  palpebrarum,  336 
Xanthoma  planum,  335,  336 
tuberosum,  334,  336 

Xanthomatosis,  hypercholesteraemic,  with 
jaundice,  337 
of  hip,  165,  167 

X-ray  therapy  of  hypernephroma,  17 
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